AUTHENTICATED , 
US. GOVERNMENT 
INFORMATION ^ 


CERVICAL CANCER AND HUMAN PAPILLOMAVIRUS 


HEARING 

BEFORE THE 

SUBCOMMITTEE ON CRIMINAL JUSTICE, 
DRUG POLICY AND HUJilAN RESOURCES 

OF THE 

COMMITTEE ON 
GOVERNMENT REFORM 

HOUSE OF REPRESENTATRH]S 

ONE HUNDRED EIGHTH CONGRESS 

SECOND SESSION 

MARCH 11, 2004 

Serial No. 108-206 

Printed for the use of the Committee on Government Reform 



Available via the World Wide Web: http://www.gpo.gov/congress/house 
http://www.house.gov/reform 



s 

1 

n 

> 

n 

> 

z 

n 

m 

PS 

> 

o 


X 

G 

> 

> 

2 

P 

O 

c 

c/3 




CERVICAL CANCER AND HUMAN PAPILLOMAVIRUS 


HEARING 

BEFORE THE 

SUBCOMMITTEE ON CRIMINAL JUSTICE, 
DRUG POLICY AND HUIilAN RESOURCES 

OF THE 

COMMITTEE ON 
GOA^RNMENT REFORM 

HOUSE OF REPRESENTATRM]S 

ONE HUNDRED EIGHTH CONGRESS 

SECOND SESSION 

MARCH 11, 2004 

Serial No. 108-206 


Printed for the use of the Committee on Government Reform 



Available via the World Wide Web: http://www.gpo.gov/congress/house 
http://www.house.gov/reform 


U.S. GOVERNMENT PRINTING OFFICE 
96-225 PDF WASHINGTON : 2004 


For sale by the Superintendent of Documents, U.S. Government Printing Office 
Internet: bookstore.gpo.gov Phone: toll free (866) 512-1800; DC area (202) 512-1800 
Fax: (202) 512-2250 Mail: Stop SSOP, Washington, DC 20402-0001 




COMMITTEE ON GOVERNMENT REFORM 


TOM DAVIS, Virginia, Chairman 

DAN BURTON, Indiana 


CHRISTOPHER SHAYS, Connecticut 
ILEANA ROS-LEHTINEN, Florida 
JOHN M. McHUGH, New York 
JOHN L. MICA, Florida 
MARK E. SOUDER, Indiana 
STEVEN C. LaTOURETTE, Ohio 
DOUG OSE, California 
RON LEWIS, Kentucky 
JO ANN DAVIS, Virginia 
TODD RUSSELL PLATTS, Pennsylvania 
CHRIS CANNON, Utah 
ADAM H. PUTNAM, Florida 
EDWARD L. SCHROCK, Virginia 
JOHN J. DUNCAN, jR., Tennessee 
NATHAN DEAL, Georgia 
CANDICE S. MILLER, Michigan 
TIM MURPHY, Pennsylvania 
MICHAEL R. TURNER, Ohio 
JOHN R. CARTER, Texas 
MARSHA BLACKBURN, Tennessee 
PATRICK J. TIBERI, Ohio 
KATHERINE HARRIS, Florida 


HENRY A. WAXMAN, California 
TOM LANTOS, California 
MAJOR R. OWENS, New York 
EDOLPHUS TOWNS, New York 
PAUL E. KANJORSKI, Pennsylvania 
CAROLYN B. MALONEY, New York 
ELIJAH E. CUMMINGS, Maryland 
DENNIS J. KUCINICH, Ohio 
DANNY K. DAVIS, Illinois 
JOHN F. TIERNEY, Massachusetts 
WM. LACY CLAY, Missouri 
DIANE E. WATSON, California 
STEPHEN F. LYNCH, Massachusetts 
CHRIS VAN HOLLEN, Maryland 
LINDA T. SANCHEZ, California 
C.A. “DUTCH” RUPPERSBERGER, Maryland 
ELEANOR HOLMES NORTON, District of 
Columbia 

JIM COOPER, Tennessee 


BERNARD SANDERS, Vermont 
(Independent) 


Melissa Wojclak, Staff Director 
David Marin, Deputy Staff Direetor ! Communications Director 
Rob Borden, Parliamentarian 
Teresa Austin, Chief Clerk 
Phil Barnett, Minority Chief of Staff! Chief Counsel 


Subcommittee on Criminal Justice, Drug Policy and Human Resources 
MARK E. SOUDER. Indiana. Chairman 


NATHAN DEAL, Georgia 
JOHN M. McHUGH, New York 
JOHN L. MICA, Florida 
DOUG OSE, California 
JO ANN DAVIS, Virginia 
EDWARD L. SCHROCK, Virginia 
JOHN R. CARTER, Texas 
MARSHA BLACKBURN, Tennessee 


ELIJAH E. CUMMINGS, Maryland 
DANNY K. DAVIS, Illinois 
WM. LACY CLAY, Missouri 
LINDA T. SANCHEZ, California 
C.A. “DUTCH” RUPPERSBERGER, Maryland 
ELEANOR HOLMES NORTON, District of 
Columbia 


Ex Officio 

TOM DAVIS, Virginia HENRY A. WAXMAN, California 

J. Marc Wheat, Staff Director 
Roland Foster, Professional Staff Member 
Nicole Garrett, Clerk 
Sarah Despres, Minority Counsel 


(H) 



CONTENTS 


Page 

Hearing held on March 11, 2004 1 

Statement of: 

Coburn, Tom A., M.D., Muskogee, OK; Freda Bush, M.D., FACOG, Jack- 
son, MS; John Thomas Cox, M.D., Santa Clara, CA; Margaret Meeker, 

M.D., Traverse City, MI; and Jonathan M. Zenilman, M.D., Baltimore, 

MD 92 

Thompson, Ed, M.D., Deputy Director for Public Health Services, Centers 
for Disease Control and Prevention; Edward L. Trimble, M.D., 
Gynecologic Oncologist, National Cancer Institute National Institutes 
of Health; and Daniel G. Schultz, M.D., Director, Office of Device 
Evaluation, Center for Devices and Radiologic Health, Food and Drug 

Administration 38 

Weldon, Hon. Dave, a Representative in Congress from the State of 

Florida 25 

Letters, statements, etc., submitted for the record by: 

Coburn, Tom A., M.D., Muskogee, OK, prepared statement of 96 

Cox, John Thomas, M.D., Santa Clara, CA, prepared statement of 107 

Cummings, Hon. Elijah E., a Representative in Congress from the State 

of Maryland, prepared statement of 12 

Meeker, Margaret, M.D., Traverse City, MI, prepared statement of 119 

Schultz, Daniel G., M.D., Director, Office of Device Evaluation, Center 
for Devices and Radiologic Health, Food and Drug Administration, 

prepared statement of 74 

Souder, Hon. Mark E., a Representative in Congress from the State 

of Indiana, prepared statement of 4 

Thompson, Ed, M.D., Deputy Director for Public Health Services, Centers 

for Disease Control and Prevention, prepared statement of 41 

Trimble, Edward L., M.D., Gynecologic Oncologist, National Cancer Insti- 
tute National Institutes of Health, prepared statement of 61 

Waxman, Hon. Henry A., a Representative in Congress from the State 

of California, prepared statement of 18 

Weldon, Hon. Dave, a Representative in Congress from the State of 

Florida, prepared statement of 27 

Zenilman, Jonathan M., M.D., Baltimore, MD, prepared statement of 123 


(III) 




CERVICAL CANCER AND HUMAN 
PAPILLOMAVIRUS 


THURSDAY, MARCH 11, 2004 

House of Representatives, 

Subcommittee on Criminal Justice, Drug Policy and 

Human Resources, 
Committee on Government Reform, 

Washington, DC. 

The subcommittee met, pursuant to notice, at 11:05 a.m., in room 
2247, Rayburn House Office Building, Hon. Mark E. Souder (chair- 
man of the subcommittee) presiding. 

Present: Representatives Souder, Cummings, Waxman, Davis, 
Norton, Sanchez, and Ruppersberger. 

Staff present: J. Marc Wheat, staff director and chief counsel; Ro- 
land Foster, professional staff member; Nicole Garrett, clerk; Phil 
Barnett, minority staff director; Sarah Despres and Tony Haywood, 
minority counsels; Jean Gosa, minority assistant clerk; and Naomi 
Seiler, minority staff assistant. 

Mr. Souder. Good morning. Thank you for being here. 

Today’s hearing will examine the latest medical science regard- 
ing cervical cancer and ongoing Federal efforts to treat the disease 
and prevent infection from the virus that causes it. 

Each year in the United States, over 12,000 women develop cer- 
vical cancer and more than 4,000 women die of the disease. By way 
of comparison, about the same number of women die from HIV/ 
AIDS ever year. 

In 2001, cervical cancer was estimated to be the 12th most com- 
monly new diagnosed cancer among women in the United States. 
According to the American Cancer Society, non-invasive cervical 
cancer may be four times as widespread as the invasive type. 

Experts agree that the infection by certain strains of human 
papillomavirus [HPV], is the primary cause of nearly all cervical 
cancers. HPV infection is also associated with other cancers and 
more than 1 million pre-cancerous lesions. 

About 20 million Americans are currently infected with HPV. An 
estimated 5.5 million Americans become infected with HPV every 
year, and 4.6 million of these are acquired by young Americans be- 
tween the ages of 15 and 24. 

In 1988, I)r. Stephen Curry from the New England Medical Cen- 
ter said HPV “is rampant. If it weren’t for AIDS, stories about it 
would be on the front page of every newspaper.” 

Fifteen years later, most Americans still have never heard of 
HPV, and most are unaware of the dangers the virus can pose or 
how to protect themselves against infection, and it is still rampant. 

( 1 ) 
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On Monday of this week, researchers reported that an alarming 
one-third of women in a recent study were found to be infected 
with a strain of HPV linked to cervical cancer. 

In January of this year, the Centers for Disease Control and Pre- 
vention issued its first-ever comprehensive HPV prevention report. 
The CDC report states: “Because genital HPV infection is most 
common in men and women who have had multiple sex partners, 
abstaining from sexual activity (i.e., refraining from any genital 
contact with another individual) is the surest way to prevent.” 

It continued: “For those who choose to be sexually active, a 
monogamous relationship with an uninfected partner is the strat- 
egy most likely to prevent future genital HPV infections. For those 
who choose to be sexually active but who are not in a monogamous 
relationship, reducing the number of sexual partners and choosing 
a partner less likely to be infected may reduce the risk of genital 
HPV infection.” 

The CDC reports that “The available scientific evidence is not 
sufficient to recommend condoms as a primary prevention strategy 
for the prevention of genital HPV infection.” 

The CDC’s findings echo a 2001 report entitled “Scientific Evi- 
dence on Condom Effectiveness for Sexually Transmitted Disease 
(STD) Prevention” prepared by the National Institute of Allergy 
and Infectious Diseases in consultation with the Food and Drug 
Administration, the U.S. Agency for International Development, 
and CDC, which evaluated all published data on latex condoms and 
STD prevention and concluded that “there was no evidence that 
condom use reduced the risk of HPV infection.” 

These scientific findings are important because Public Law 106- 
554, signed by President Clinton on December 21, 2000, requires 
the CDC to educate the public and health care professionals about 
HPV prevention and directs the FDA to “reexamine existing 
condom labels ... to determine whether the labels are medically 
accurate regarding the overall effectiveness or lack of effectiveness 
of condoms in preventing sexually transmitted diseases, including 


HPV. 




Because of the lack of awareness of HPV, there has been much 
confusion about the virus. I would like to emphasize two important 
points. 

First, not everyone infected with HPV will develop cancer, but 
those with persistent, high risk strains of HPV are at increased 
risk. And second, while treatment can prevent the progression of 
cervical cancer, treatment should not be confused with HPV pre- 
vention. Treatment is often invasive, unpleasant, and costly, and 
does not include the necessity for additional treatments or adverse 
side effects. 

Today I look forward to learning what efforts Federal agencies 
are taking to protect the public against HPV and cervical cancer, 
and, in particular, what actions the CDC is undertaking to promote 
the agency’s HPV recommendations. 

I also look forward to an update on the status of Federal pro- 
grams to diagnose and treat cervical cancer and to develop an effec- 
tive HPV vaccine. Congress has passed a number of laws over the 
past decade to increase access to testing and treatment. Because 
deaths from cervical cancer are largely preventable, it is vitally im- 
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portant that women have access to and are routinely screened for 
HPV and cervical cancer, and, if necessary, treated. 

Finally, I look forward to hearing from the experts on our second 
panel, who are on the front lines every day treating patients with 
HPV and learning what advice they may have for Federal policy- 
makers for improving efforts to educate, prevent, and treat HPV 
and cervical cancer. 

Thank you all for being here today, and we look forward to your 
testimony and insights on this very important issue. 

[The prepared statement of Hon. Mark E. Souder follows:] 
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Subcommittee on Criminal Justice, 

Drug Policy and Human Resources 

Opening Statement of Chairman Mark Souder 

“Cervical Cancer and HPV” 

March 11, 2004 


Good morning and thank you all for being 
here. 

Today’s hearing will examine the latest 
medical science regarding cervical cancer and 
ongoing federal efforts to treat the disease and 
prevent infection from the virus that causes it. 

Each year in the United States, over 12,000 
women develop cervical cancer and more than 
4,000 women die of the disease. By way of 
comparison, about the same number of women 
die from HIV/AIDS every year. 

In 2001, cervical cancer was estimated to be 
the 12**^ most commonly new diagnosed cancer 
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among women in the U.S. According to the 
American Cancer Society, non-invasive cervical 
cancer may be 4 times as widespread as the 
invasive type. 

Experts agree that infection by certain 
strains of human papillomavirus (HPV) is the 
primary cause of nearly all cervical cancers. 
HPV infection is also associated with other 
cancers and more than one million pre- 
cancerous lesions. 

About 20 million Americans are currently 
infected with HPV. An estimated 5.5 million 
Americans become infected with HPV every 
year and 4.6 million of these are acquired by 
young Americans between the ages of 15 and 
24. 


In 1988, Dr. Stephen Curry from the New 
England Medical Center in Boston said HPV “is 
rampant. If it weren’t for AIDS, stories about it 
would be on the front page of every newspaper.” 

Fifteen years later most Americans still have 
never heard of HPV and most are unaware of 
the dangers the virus can pose or how to protect 
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themselves against infection and it is still 
rampant. 

On Monday of this week, researchers 
reported that an alarming one-third of women in 
a recent study were found to be infected with a 
strain of HPV linked to cervical cancer. 

In January of this year, the Centers for 
Disease Control and Prevention issued its first- 
ever comprehensive HPV prevention report. 

The CDC report states: 

“Because genital HPV infection is most 
common in men and women who have had 
multiple sex partners, abstaining from sexual 
activity (i.e. refraining from any genital contact 
with another individual) is the surest way to 
prevent infection. 

“For those who choose to be sexually active, 
a monogamous relationship with an uninfected 
partner is the strategy most likely to prevent 
future genital HPV infections. For those who 
choose to be sexually active but who are not in a 
monogamous relationship, reducing the number 
of sexual partners and choosing a partner less 
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likely to be infected may reduce the risk of 
genital HPV infection.” 

The CDC report notes that “The available 
scientific evidence is not sufficient to 
recommend condoms as a primary prevention 
strategy for the prevention of genital HPV 
infection.” 

The CDC’s findings echo a 2001 report 
entitled “Scientific Evidence on Condom 
Effectiveness for Sexually Transmitted Disease 
(STD) Prevention” prepared by the National 
Institute of Allergy and Infectious Diseases of 
the National Institutes of Health in consultation 
with the Food and Drug Administration, the U.S. 
Agency for International Development and CDC, 
which evaluated all published data on latex 
condoms and STD prevention and concluded 
that “there was no evidence that condom use 
reduced the risk of HPV infection.” 

These scientific findings are important 
because Public Law 106-554, signed by 
President Clinton on December 21 , 2000, 
requires the CDC to educate the public and 
health care professionals about HPV prevention 
and directs the FDA to “reexamine existing 
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condom labels ... to determine whether the 
labels are medically accurate regarding the 
overall effectiveness or lack of effectiveness of 
condoms in preventing sexually transmitted 
diseases, including HPV.” 

Because of the lack of awareness about 
HPV, there has been much confusion about the 
virus. I would like to emphasize two important 
points. 

First, not everyone infected with HPV will 
develop cancer, but those with persistent, high 
risk strains of HPV are at increased risk. 

And second, while treatment can prevent the 
progression of cervical cancer, treatment should 
not be confused with HPV prevention. 

Treatment is often invasive, unpleasant, and 
costly and does not preclude the necessity for 
additional treatments or adverse side effects. 

Today, I look forward to learning what efforts 
federal agencies are taking to protect the public 
against HPV and cervical cancer, and in 
particular, what actions the CDC is undertaking 
to promote the agency’s HPV prevention 
recommendations. 
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I also look forward to an update on the 
status of federal programs to diagnose and treat 
cervical cancer and to develop an effective HPV 
vaccine. Congress has passed a number of 
laws over the past decade to increase access to 
testing and treatment. Because deaths from 
cervical cancer are largely preventable, it is 
vitally important that women have access to and 
are routinely screened for HPV and cervical 
cancer, and, if necessary, treated. 

Finally, I look forward to hearing from the 
experts on our second panel who are on the 
frontlines every day treating patients with HPV 
and learning what advice they may have for 
federal policy makers for improving efforts to 
educate, prevent and treat HPV and cervical 
cancer. 

Thank you all for being here today. We look 
forward to your testimony and insights on this 
very important issue. 
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Mr. SOUDER. I would now like to yield to our distinguished rank- 
ing member, Mr. Cummings. 

Mr. Cummings. I want to thank you, Mr. Chairman, for holding 
this hearing today on this women’s health issue, cervical cancer. 

Fifty years ago, cervical cancer was a leading cause of cancer 
death among women in the United States and around the world. 
Thanks to advances in cancer screening and treatment, the threat 
of mortality from cervical cancer has been dramatically reduced in 
the United States. Still, thousands of women are newly diagnosed 
each year and the American Cancer Society estimates that nearly 
4,000 women will die from it in 2004. 

The risk of illness and death from cervical cancer is spread un- 
evenly among women in the United States. Despite improved 
screening rates enabled by congressionally authorized CDC screen- 
ing programs, unequal access to screening remains a problem that 
contributes to significant disparities in cervical cancer rates along 
the lines of race, educational level, income, and age. 

Women who belong to racial and ethnic minority groups are dis- 
proportionately represented among the new cases of cervical can- 
cers. Asian, African-American, and Hispanic women have signifi- 
cantly higher mortality rates from cervical cancer than White 
women; women with less than a high school education are less like- 
ly to have testing than more highly educated women; and despite 
the peak in incidence of cervical cancer among women 40 to 55 
years old, women in this age group are less likely to have been 
screened than a younger woman. 

As chairman of the Congressional Black Caucus, I am particu- 
larly disturbed that African-American women are 60 percent more 
likely to have cervical cancer and 33 percent more likely to die 
from it as compared to White women. 

The great tragedy in the American Cancer Society’s estimates of 
thousands of lives that will be lost is that these deaths are indeed 
avoidable. The Department of Health and Human Services notes in 
its Healthy People 2010 initiative that the likelihood of cervical 
cancer survival is nearly 100 percent if early detection is followed 
by appropriate treatment and followup. But cost remains a barrier 
to access to Pap tests and DNA tests for HPV that, when used to- 
gether, can accurately determine whether a woman is or is not at 
risk for cervical cancer or precursor conditions. 

Any discussion of cervical cancer must involve HPV because geni- 
tal HPV infection is a necessary precursor for cervical cancer. But, 
too often, discussions about HPV devolve into discussions of the 
merits of abstinence-only education. Some of my colleagues believe 
abstinence-only education is the answer to transmission of HPV 
and STDs in general, despite the lack of evidence that such pro- 
grams are effective and the accumulating body of evidence to the 
contrary. 

I expect that we will hear a lot of discussion today about 
condoms and the CDC’s recent report finding that condom use is 
not supportable as a primary prevention strategy for genital HPV 
transmission. Far more relevant to the lives of women at risk of 
cervical cancer is CDC’s finding in the same report that condom 
use is effective in reducing the risk of cervical cancer. This finding 
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speaks to the bottom line question, which is: How do we effectively 
preserve and protect the lives of women? 

HPV, when it doesn’t lead to cervical cancer, is not life-threaten- 
ing. An estimated 75 to 80 percent of Americans will have an HPV 
infection at some time during their lifetime. In the vast majority 
of cases the infection will resolve spontaneously. A tiny percentage 
will be at risk of developing cervical cancer or pre-cancerous condi- 
tions, however. Identifying these women and, where necessary, pro- 
viding treatment is critical. 

The most important message that can come out of today’s hear- 
ing is that cervical cancer can be prevented, detected, treated, and 
cured, and that health screening and condom use are essential 
components of a sound, realistic public healths strategy for combat- 
ing cervical cancer and the spread of sexually transmitted disease. 

Until we have done all we can to expand access to screening and 
treatment, and until there is evidence that abstinence-only edu- 
cation programs are effective, conversations about condom efficacy 
for HPV will continue to be an unconstructive sidebar to the impor- 
tant matter of erasing the threat of cervical cancer. 

Indeed, it is worth keeping in mind that we made enormous 
strides in reducing cervical cancer deaths even as the so-called sex- 
ual revolution was occurring. Ensuring that cervical cancer death 
rates continue to go down for women in all parts of American soci- 
ety is what matters most. The only certain way to do that is by de- 
voting more resources to what we know works: providing screening 
and treatment for women at risk. This should remain the founda- 
tion of a public health strategy for cervical cancer that puts health 
and wellness before religious and social ideology, and science before 
politics. 

Thank you again, Mr. Chairman, for holding a very important 
hearing. I sincerely hope that we will have an opportunity to listen 
to our witnesses very carefully and make progress with regard to 
this illness that affects so many women in our country. 

I yield back. 

[The prepared statement of Hon. Elijah E. Cummings follows:] 
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Opening Statement of 

Representative Elijah E. Cummings, D-IVlaryland-7 
Ranking Minority Member 

Subcommittee on Criminal Justice, Drug Policy and Human Resources 
Committee on Government Reform 
U.S. House of Representatives 
lOS"’ Congress 

Hearing on “Cervical Cancer and Human Papillomavirus (HPV)” 
2247 Rayburn House Office Building 
March 11,2004 


Mr. Chairman, 

Thank you for holding this hearing on a very important 
women’s health issue; cervical cancer. 

Fifty years ago, cervical cancer was the leading cause of 
cancer death among women in the United States and around the 
world. Thanks to advances in cancer screening and treatment, 
the threat of mortality from cervical cancer has been 
dramatically reduced in the United States. Still, thousands of 
women are newly diagnosed each year and the American Cancer 
Society estimates that nearly 4,000 women will die from it in 
2004. 

The risk of illness and death from cervical cancer is spread 
unevenly among women in the United States. Despite improved 
screening rates enabled by congressionally authorized CDC 
screening programs, unequal access to screening remains a 
problem that contributes to significant disparities in cervical 
cancer death rates along the lines of race, educational level, 
income, and age. 
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Women who belong to racial and ethnic minority groups 
are disproportionately represented among new cases of cervical 
cancer; Asian, African American, and Hispanic women have 
significantly higher mortality rates from cervical cancer than 
white women; women with less than a high school education are 
less likely to have testing than more highly-educated women; 
and, despite the peak incidence of cervical cancer among women 
40-55 years-old, women in this age group are less likely to have 
been screened than younger women. 

As Chairman of the Congressional Black Caucus, Fm 
particularly disturbed that African American women are 60% 
more likely to have cervical cancer and 33% more likely to die 
from it, as compared to white women. 

The great tragedy in the American Cancer Society’s 
estimates of thousands of lives that will be lost is that these 
deaths are avoidable. The Department of Health and Human 
Services notes in its Healthy People 2010 initiative that the 
likelihood of cervical cancer survival is nearly 100% if early 
detection is followed by appropriate treatment and follow-up. 
But cost remains a barrier to access to Pap tests and DNA tests 
for HPV that, when used together, can accurately determine 
whether a woman is or is not at risk for cervical cancer or 
precursor conditions. 

Any discussion of cervical cancer must involve HPV 
because genital HPV infection is a necessary precursor for 
cervical cancer. But, too often, discussions about HPV devolve 
into discussions of the merits of abstinence-only education. 

Some of my colleagues believe abstinence-only education is the 
answer to transmission of HPV and STDs in general, despite the 
lack of evidence that such programs are effective and the 
accumulating body of evidence to the contrary. 
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I expect that we will hear a lot of discussion today about 
condoms and the CDC’s recent report finding that condom-use 
is not supportable as a primary prevention strategy for genital 
HPV transmission. Far more relevant to the lives of women at 
risk of cervical cancer is CDC’s finding in the same report that 
condom-use is effective in reducing the risk of cervical cancer. 
This finding speaks to the bottom line question, which is, how 
do we effectively preserve and protect the lives of women? 

HPV when it doesn’t lead to cervical cancer is not life- 
threatening. An estimated 75 to 80 percent of Americans will 
have an HPV infection at some time during their lifetime. In the 
vast majority of cases, the infection will resolve spontaneously. 
A tiny percentage will be at risk of developing cervical cancer or 
pre-cancerous conditions, however. Identifying these women 
and, where necessary, providing treatment is critical. 

The most important message that can come out of today’s 
hearing is that cervical cancer can be prevented, detected, 
treated, and cured, and that health screening and condom-use are 
essential components of a sound, realistic public health strategy 
for combating cervical cancer and the spread of sexually 
transmitted diseases. 

Until we have done all we can to expand access to 
screening and treatment, and until there is evidence that 
abstinence-only education programs are effective, conversations 
about condom efficacy for HPV will continue to be an 
unconstructive sidebar to the important matter of erasing the 
threat of cervical cancer. 
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Indeed, it is worth keeping in mind that we made enormous 
strides in reducing cervical cancer deaths even as the so-called 
sexual revolution was occurring. Ensuring that cervical cancer 
death rates continue to go down for women in all parts of 
American society is what matters most. The only certain way to 
do that is by devoting more resources to what we know works: 
providing screening and treatment to women at risk. This 
should remain the foundation of a public health strategy for 
cervical cancer that puts health and wellness before religious 
and social ideology, and science before politics. 

Thank you, again, Mr. Chairman, for holding a very 
important hearing. I sincerely hope that it will lead to further 
advances toward eliminating cervical cancer as a cause of illness 
and death for women in the United States. 
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Mr. SOUDER. Thank you. 

I would now like to recognize Mr. Waxman. I was going to recog- 
nize you next, because you are the senior ranking member on the 
full committee. Then I would go over to this side. 

Mr. Waxman. Well, you are all very kind to let me proceed with 
my opening statement. 

I am pleased to be here with the members of this subcommittee. 

When it comes to human papillomavirus [HPV], public health 
policy must start with a single question: How can we reduce the 
rate of cervical cancer in the United States? 

And this is a critical question because HPV causes cervical can- 
cer and cervical cancer kills nearly 4,000 women in this country 
every year. 

So I think to address this question we have to look at what 
works. 

First, evidence demonstrates that the Pap test works. It is a sim- 
ple test that can find precancerous lesions, pointing the way for 
treatment that can prevent invasive cervical cancer from ever de- 
veloping. 

It is a tragedy that about half the women with newly diagnosed 
cervical cancers have never had a Pap test. Expanding access to 
this service is an important public health priority. 

Second, evidence demonstrates that condoms work to prevent 
cervical cancer. The CDC has found that condom use is associated 
with lower rates of cervical cancer. It is critically important that 
the public be aware of this potentially life-saving information. 

Third, evidence demonstrates that comprehensive education can 
reduce sexual risk-taking that may lead to sexually transmitted 
diseases like HPV. These education programs typically stress the 
importance of abstinence, but also provide information on other op- 
tions as well. 

It is important to look at the question of how we can reduce the 
rate of cervical cancer in this country. I am concerned, however, 
that today’s hearing will not focus, as it should, on this question. 
Instead, I am concerned that this hearing will, instead pursue a 
different question entirely: how the science of HPV can be used to 
advance the ideological agenda of abstinence only education. 

This is neither a useful question, nor a new one. For years, those 
who have argued that teenagers should not be taught about the full 
range of options available to prevent unwanted pregnancy and sex- 
ually transmitted diseases, including abstinence and the proper use 
of condoms, have used the example of HPV to try to undermine 
public confidence in any other approach other than abstinence. 

The main argument is to point out again and again and again 
that condoms are not proven to reduce the number of HPV infec- 
tions. Therefore, the argument goes, condoms should carry warning 
labels and, ideally, should not be used at all. 

Well, it is true that condoms have not been proven to reduce the 
risk of HPV infection. However, what is more significant is that 
condoms are associated with less cervical cancer, which is, after all, 
the key reason we care about HPV infection. 

Moreover, and this is very important, condoms, when used con- 
sistently and correctly, are very effective in preventing HIV infec- 
tion, and can also reduce the risk of transmission of other sexually 
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transmitted diseases, such as gonorrhea and chlamydia, as well as 
prevent unwanted pregnancies. Anything that undermines the ef- 
fectiveness of condoms for these uses will have serious public 
health consequences. Are condoms perfect? Of course not. But re- 
ality requires us not to measure public health strategies against 
perfection, but rather to ask a key question: compared to what? 

There are those on this committee and in this Congress who in- 
sist that abstinence-only education is the solution to teen preg- 
nancy and sexually transmitted diseases because “abstinence works 
each time.” 

Well, the evidence, however, indicates that abstinence-only edu- 
cation works rarely, if at all. Independent reviews have failed to 
find any significant impact of abstinence-only education on real 
outcomes. And recently, for example, an independent study com- 
missioned by the Minnesota Health Department found that sexual 
activity doubled among junior high school students who partici- 
pated in an abstinence-only program. And earlier this week, a 
study of 12,000 teens presented to the National STD Prevention 
Conference found that those who pledge to remain virgins until 
marriage have the same rate of sexually transmitted diseases as 
those who do not take this pledge. 

These studies are inconvenient for those who want to argue ex- 
clusively for abstinence-only approaches to public health problems, 
and I am concerned that we will not hear much about them at the 
hearing today. 

So I urge my colleagues on this committee and in this Congress 
not to let wishful thinking take the place of facts. We must listen 
to experts, not try to pressure them to saying what we expect to 
hear. We must hear the evidence, not be bound by preconceived 
agendas. 

And to do all this well, we must start with the right question: 
How can we reduce the rate of cervical cancer in the United 
States? 

I thank you, Mr. Chairman, for this hearing, and I thank the 
witnesses particularly for coming and participating, and I look for- 
ward to their testimony. 

[The prepared statement of Hon. Henry A. Waxman follows:] 
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Statement of Rep. Henry A. Waxman, Ranking Minority Member 
Committee on Government Reform 
Hearing on “Cervical Cancer and Human Papillomavirus (HPV)” 

March 11,2004 

When it comes to Human Papillomavirus, known as HPV, public 
health policy must start with a single question; How can we reduce the 
rate of cervical cancer in the United States? 

This is the critical question for HPV because HPV causes cervical 
cancer. And cervical cancer still kills nearly 4,000 women in this 
country every year. 

To address cervical cancer, we must be guided by evidence of what 
works. 

First, evidence demonstrates that the Pap test works. This simple 
test detects precancerous lesions, pointing the way for treatment that 
prevents invasive cervical cancer from ever developing. As the CDC 
recommended in its report to Congress: “ Regular cervical cancer 
screening for all sexually active women and treatment of precancerous 
lesions remains the key strategy to prevent cervical cancer.” 
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It is a tragedy that about half of the women with newly diagnosed 
cervical cancer have never had a Pap test. Expanding access to this 
service is a public health priority. 

Second, evidence demonstrates that condoms work to prevent 
cervical cancer. The CDC has found that eondom use is associated with 
lower rates of cervical cancer. It is critically important that the public 
be aware of this potentially life-saving information. 

Third, evidence demonstrates that comprehensive education can 
reduce sexual risk-taking that may lead to sexually transmitted diseases 
like HPV. These education programs typically stress the importance of 
abstinence but also provide information on other options as well. The 
CDC, Substance Abuse and Mental Health Services Agency and the 
National Campaign to Prevent Teen Pregnancy have reviewed many of 
these programs and found them to be effective. 

It is important to look at the question of how we can reduce the 
rate of cervical cancer in the United States. I am concerned, however, 
that today’s hearing will not focus, as it should, on this question. 

Instead, I am concerned that this hearing will instead pursue a different 
question entirely — how the science of HPV can be used to advance the 
ideological agenda of abstinence-only education. 
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This is neither a useful question, nor a new one. For years, those 
who have argued that teenagers should not be taught about the full range 
of options available to prevent unwanted pregnancy and sexually 
transmitted diseases, including abstinence and the proper use of 
condoms, have used the example of HPV to try to undermine public 
confidence in any other approach besides abstinence. 

The main argument is to point out, again and again, that condoms 
are not proven to reduce the number of HPV infections. Therefore, the 
argument goes, condoms should carry warning labels, and ideally, 
should not be used at all. 

It is true that condoms have not been proven to reduce the risk of 
HPV infection. However, what is more significant is that condoms are 
associated with less cervical cancer - which is, after all, the key reason 
we care about HPV infection. 

Moreover, and this is very important, condoms, when used 
consistently and correctly, are very effective in preventing HIV 
infection, and can also reduce the risk of transmission of other sexually 
transmitted diseases such as gonorrhea and chlamydia as well as prevent 
unwanted pregnancies. Anything that undermines the effectiveness of 
condoms for these uses will have serious public health consequences 
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Are condoms perfect? Of course not. But reality requires us not to 
measure public health strategies against perfection, but rather to ask a 
key question: compared to what? 

There are those on this Committee and in this Congress who insist 
that abstinence-only education is the solution to teen pregnancy and 
sexually transmitted disease, because “abstinence works each time.” 

The evidence, however, indicates that abstinence-only education 
works rarely, if at all. Independent reviews have failed to find any 
significant impact of abstinence-only education on real outcomes. 
Recently, for example, an independent study commissioned by the 
Minnesota Health Department found that sexual activity doubled among 
junior high school students who participated in an abstinence-only 
program. And earlier this week, a study of 12,000 teens presented to the 
National STD Prevention Conference found that those who pledge to 
remain virgins until marriage have the same rates of sexually transmitted 
disease as those who do not take this pledge. 

These studies are inconvenient for those who want to argue 
exclusively for abstinence-only approaches to public health problems. I 
am concerned that we will not hear much about them at the hearing 
today. 
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But I urge my colleagues on this Committee and in this Congress 
not to let wishful thinking take the place of facts. We must listen to 
experts, not try to pressure them into saying what we expect to hear. We 
must hear the evidence, not be bound by preconceived agendas. 

To do all this well, we must start with the right question: How can 
we reduce the rate of cervical cancer in the United States? 

I thank the witnesses for coming, and I took forward to their 
testimony. 
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Mr. SOUDER. Thank you. 

Ms. Davis, do you have an opening statement? 

Ms. Davis. Yes, Mr. Chairman. Thank you so much for holding 
this hearing on what I think is a very important issue. And you 
have already stated, as others have, the statistics of the number 
of new cervical cancer cases, and how many women in America die 
from cervical cancer. And I will just tell you that the percentage 
of women dying in Africa with HPV is even higher than the per- 
centage here in the United States, where we sent condoms over to 
protect them from AIDS, hut don’t bother to tell them they could 
die from HPV; and I am really concerned about this alarming 
news. 

And my colleagues have said that CDC has not proven that 
condoms prevent HPV, but they have proven that they might help. 
Well, this is not about a social ideology or a religious ideology, it 
is about informing women, letting them know. And to let our young 
girls and the women think that they are protected from these dis- 
eases by saying condoms are fine, go ahead, use them, when truly 
the only way they can be protected is abstinence, and that is not 
an ideology, it is a fact. And to hear the argument that if we let 
the American public know that condoms don’t protect you from 
HPV, then people will stop using condoms, to me that explanation 
is totally unacceptable. We are still putting women at risk because 
we are not letting them know that HPV is a factor, it is a problem. 

And I am looking forward to hearing the testimony of the wit- 
nesses and trying to get some of the facte, and I really, truly appre- 
ciate your having this hearing. Thank you, Mr. Chairman. 

Mr. SoUDER. Thank you. 

Ms. Norton, thank you for being here. Would you like to make 
an opening statement? 

Ms. Norton. Thank you, Mr. Chairman, for shedding light on an 
important precursor to cervical cancer. I do want to say to my good 
chairman of the Civil Service Subcommittee, I don’t think anybody 
here was making or would make the argument that women should 
not be informed of their risks that HPV bring, as well as other 
risks. My goodness, HPV is very, very common. Eighty percent of 
sexually active people show HPV. Obviously, not all HPV leads to 
cancer, or we would really have a cancer epidemic on our hands, 
but the fact that it is a precursor or means that you could get can- 
cer is very important information. 

The CDC report that has been referred to here seems to me has 
made clear that condoms should not be the major strategy for pre- 
venting HPV infection. That is important information to shout from 
the hilltops. But the CDC report was also clear that condoms re- 
duce cervical cancer. So what we have here is what we have often 
in medical science, we have a preventative that doesn’t prevent ev- 
erything, and we better tell people about it. 

Let me go on record right now as being for a better condom. Per- 
haps the first thing we ought to be doing is encouraging research 
so you get a condom that people will use and that, in fact, prevents 
HPV. And I say so because we all know that condoms are here to 
stay; they are one of the oldest, one of the cheapest, and one of the 
most effective methods of birth control and of disease prevention. 
That is a fact. They ought to be improved, because something so 
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cheap and something so generally effective is not going to he wiped 
out even by telling people about the risk of HPV, and certainly not 
by a very important hearing. 

I was impressed with the study that Mr. Waxman referred to 
and my staff had brought to my attention, that the teens who 
pledged to be abstinent showed the same rate of sexually transmit- 
ted diseases as those who did not. These are teens, in good faith, 
trying to do what is right. Interestingly, one of the problems, ac- 
cording to the study, was the so-called virginity pledgers were less 
likely to use condoms. Here we come back to abstinence only and 
to the failure to understand what we must do to in fact be where 
we want to be. All children, all children should abstain from sex. 
And disease is only one of a dozen reasons why no child should be 
engaged in sex. This society has failed utterly to make that point, 
and I don’t think that anyone believes we will ever be truly suc- 
cessful there. 

The other point, of course, is that adults should be monogamous. 
I regret to say we have failed to make that point as well. 

With these two giant failures on our hands, we need to talk 
about abstinence, and we need to talk about it clearly so that chil- 
dren understand why. That, yes, it is for religious and moral rea- 
sons; yes, it is for preserving yourself for a mate; and, yes, it is for 
preventing disease, which may have a greater effect than some 
other reasons. But all together the information needs to be trans- 
mitted. 

But if we are going to have a hearing today on cervical cancer, 
we certainly must say that whether you abstain or not, every 
woman should have a Pap smear. If you want to look at why we 
have reduced the incidents of cervical cancer over the last several 
years, you will turn to the Pap smear. So we have to have a range 
of interests if we are truly interested in cervical cancer. 

And I thank you, Mr. Chairman. 

Mr. SOUDER. Thank you. 

I would now like to ask unanimous consent that all Members 
have 5 legislative days to submit written statements and questions 
for the hearing record, and that any answers to written questions 
provided by the witnesses also be included in the witness. Without 
objection, it is so ordered. 

I also ask unanimous consent that all exhibits, documents, and 
other materials referred to by Members and the witnesses may be 
included in the hearing record, and that all Members be permitted 
to revise and extend their remarks. Without objection, it is so or- 
dered. 

Our first panel is composed of our colleague. Dr. Dave Weldon, 
a representative from Florida. Welcome home, former member of 
this subcommittee. 

It is the tradition of this committee to administer an oath, but 
we do not do that for Members of Congress, because we already 
took the oath. 

So you will now be recognized for 5 minutes. Thank you for tak- 
ing the time to join us today. 
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STATEMENT OF HON. DAVE WELDON, A REPRESENTATIVE IN 
CONGRESS FROM THE STATE OF FLORIDA 

Mr. Weldon. Thank you very much, Mr. Chairman. It is cer- 
tainly a pleasure to he in what was previously, I believe, my hear- 
ing room when I was on the committee. And thank you very much 
for calling this hearing; it is a very, very important subject. And 
I certainly want to thank the ranking member as well, Mr. 
Cummings. 

Sexually transmitted diseases are one of the most important 
health issues facing our Nation today. According to the CDC, 3 mil- 
lion new cases of chlamydia, 1 million new cases of herpes, 5 mil- 
lion cases of trichomoniasis, and 5.5 million new cases of HPV 
occur every year. Unfortunately, women and adolescents seem to 
bear disproportionately the burden in this epidemic. 

Just recently, the Alan Guttmacher Institute’s perspective on 
sexual and reproductive health published data demonstrating that 
almost half of all STD infections were among 15 to 24-year-olds; 
and HPV, trichomoniasis, and chlamydia accounted for 88 percent 
of all these new cases. 

What is worse is that our agencies entrusted to protect public 
health have been slow to act effectively to prevent further spread 
of these costly and harmful infections. After over a decade of in- 
creases in HPV incidence, the Centers for Disease Control and Pre- 
vention only just recently determined an effective prevention policy 
for HPV. 

The CDC’s recent report states “Because genital HPV infection is 
most common in men and women who have had multiple sexual 
partners, abstaining from sexual activity (i.e., refraining from any 
genital contact with another individual) is the surest way to pre- 
vent infection.” While the CDC is to be commended for promoting 
abstinence as a sure means to avoid HPV infection, it has taken 
a long time for this common sense and science-based conclusion to 
be reached. 

Other agencies have been quick to spend some $6 billion on re- 
search to advance methods of identifying and treating cervical can- 
cer, but little on true primary prevention and risk avoidance. I be- 
lieve this inattention to abstinence as a positive public health ap- 
proach is only a symptom of a larger, more troubling phenomenon, 
a phenomenon that places science behind politics and social agen- 
das. That phenomenon I am describing promotes the notion that 
technology can effectively mitigate our problems and that individ- 
ual behavior is fixed-particularly with respect to sexual activity. 

Doctors like myself are great friends of technology because it al- 
lows us to help millions who are sick and in need of treatment. 
Technology is good medicine because it aids in diagnosis and treat- 
ment, and can help reduce risks and costs. Nonetheless, technology 
is still no match to that simple ounce of prevention. Eating prop- 
erly can stave off obesity and all its consequences like diabetes and 
heart disease; not smoking can prevent emphysema and lung can- 
cer; and avoiding excessive alcohol can prevent liver disease. An 
equally important message today is avoiding sexual promiscuity 
can prevent not only unplanned pregnancies, but a host of incur- 
able diseases, some of which lead to cancer and death. 
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We have known for years that STDs, including HIV/AIDS and 
HPV, are closely associated with promiscuous sexual behavior, but 
most of our public health approaches have sought to employ inter- 
vention modalities that reduce the rate of infection instead of true 
preventive strategies. Instead of seeing reductions in HIV and 
AIDS, chlamydia and HPV, we have seen significant increases year 
after year. In fact, after hundreds of millions of dollars to eliminate 
syphilis, an easily preventable and treatable infection, we are now 
seeing syphilis incidences on the rise, particularly in many commu- 
nities where specific prevention efforts were implemented. This is 
because we have not been engaging in true prevention; we have, 
in reality, been engaging in risk reduction programs. Unfortunately 
for millions of young people, this has resulted in neither prevention 
nor risk reduction, as the rate of these STDs has continued to in- 
crease. 

Certainly, as a physician who has practiced full-time for 15 years 
before coming to Congress, and who still sees patients, I have seen 
on a personal level the consequences of what we are talking about 
today. The heartache of infertility caused by chlamydia scarring of 
the fallopian tubes, chronic recurring cycles of pain from herpes, 
and even disability and death from HIV and from metastatic cer- 
vical cancer due to HPV. 

As a policymaker and as a physician, my objective is to see fewer 
STD infections. Currently, the predominant method to achieve that 
objective is clinical. The clinical approach seeks to screen and coun- 
sel as many people as possible, and to provide them with a condom 
in the hopes of reducing STD infections. Certainly, many of these 
pursuits are worth continuing and expanding aggressively. 

However, as a physician, I can only see one patient at a time. 
A much better public health approach, particularly for behavioral 
risks, is to reduce the need for patients to enter my office in the 
first place. That is why education is so important. 

My former colleague, Tom Coburn, introduced legislation that be- 
came law mandating that the CDC and the FDA educate the public 
about the risk of contracting chlamydia and other STDs through 
sexual contact. I have seen little evidence to indicate the CDC and 
the FDA are in compliance with this important law. Even in the 
area of public education. Federal programs are, for the most part, 
doing very little to prevent people from coming into my office. 

Mr. Chairman, I believe that we need to continue to aggressively 
promote accurate information to all young people and adults on the 
true efficacy of the condom in preventing the transmission of sexu- 
ally transmitted diseases and, as well, the best methods for pre- 
venting these diseases in the first place. 

I thank you. I will submit my entire written statement for the 
record, and I would be very happy to field any questions. 

[The prepared statement of Hon. Dave Weldon follows:] 
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Testimony of Congressman Dave Weldon 
before the Subcommittee on Criminal Justice, Drug Policy and Human Resources 
Hearing on Cervical Cancer and Human Papillomavirus (HPV) 

March 11, 2004 

Thank you Chairman Souder and Ranking Member Cummings for addressing this important 
public health issue. 

Sexually Transmitted Diseases are one of the most important health issues facing our nation 
because our nation is facing an epidemic of STDs. According to the CDC, 3 million new 
cases of Chlamydia, 1 million new cases of herpes, 5 million cases of trichomoniasis, and 5.5 
million new cases of HPV occur each year. 

Unfortunately, women and adolescents seem to bear a disproportionate share of the STD 
epidemic. Just recently, the Alan Guttmacher Institute’s Perspectives on Sexual and 
Reproductive Health published data demonstrating that almost half of all STD infections were 
among 15-24 year olds and HPV, trichomoniasis and Chlamydia accounted for 88% of all 
new cases. 

What is worse is that our agencies entrusted to protect public health have been slow to act 
effectively to prevent further spread of these costly and harmful infections. After over a 
decade of increases in HPV incidence, the Centers for Disease Control and Prevention only 
just recently determined an effective prevention policy for HPV. 

The CDC’s recent report states: “Because genital HPV infection is most common in men and 
women who have had multiple sex partners, abstaining from sexual activity (i.e. refraining 
from any genital contact with another individual) is the surest way to prevent infection.” 

While the CDC is to be commended for promoting abstinence as a sure means to avoid HPV 
infection, it has taken a long time for this common sense and science based conclusion to be 
reached. Other agencies have been quick to spend some $6 billion on research to advance 
methods of identifying and treating cervical cancer but little on true primary prevention and 
risk avoidance. 

I believe that this inattention to abstinence as a positive public health approach is only a 
symptom of a larger, more troubling phenomenon. A phenomenon that places science behind 
politics and social agendas. 

That phenomenon I am describing promotes the notion that technology can effectively 
mitigate our problems and that individual behavior is fixed - particularly with respect to 
sexual activity. 

Doctors are great friends of technology because it allows us to help millions who are sick and 
need treatment. Technology is good medicine because it aids in diagnosis and treatment and 
it can help reduce risks and costs. 
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None the less technology is still no match for that simple ounce of prevention. 

Eating properly can stave off obesity and all its consequences like diabetes and heart disease. 
Not smoking can prevent emphysema and lung cancer, and avoiding excessive alcohol can 
prevent liver disease. An equally important message today is avoiding premarital sex can 
prevent not only unplanned pregnancies but a host of incurable diseases some of which can 
lead to cancer and death. 

We have known for years that STDs, including HEV/AIDS and HPV, are closely associated 
with promiscuous sexual behavior. But most of our public health approaches have sought to 
employ intervention modalities to reduce the rate of infection instead of true prevention 
strategies. Instead of seeing reductions in HIV/AIDS, Chlamydia, and HPV, we have seen 
significant increases year after year. 

In fact, after hundreds of millions of dollars to eliminate syphilis, an easily preventable and 
treatable infection, we are now seeing syphilis incidents on the rise, particularly in many of 
the communities where specific “prevention” efforts were implemented. This is because 
these have not been true prevention; they have in reality been “risk reduction” programs. 
Unfortunately, for millions of young people they have resulted in neither prevention nor risk 
reduction as the STD rates of those who followed these recommendations have sky-rocketed. 

Certainly as a physician who practiced full time for 1 5 years before coming to congress and 
who still sees patients, I have seen on a personal level the consequences of what we are 
talking about today. The heart ache of infertility caused by Chlamydia scaring of the 
fallopian tubes, chronic recurring cycles of pain from herpes, and even disability and death 
from things like metastatic cervical cancer due to HPV and as well HIV and AIDS. 

Yes, the sexual revolution of the 60’s and the 70’s and the continuing efforts by some to 
normalize teen sex is hurting our young people, permanently scarring them, and yes, even 
killing some of them.. 

As a policy maker and a physician, my objective is to see fewer STD infections. Currently, 
the predominant method to achieve this objective is clinical. The clinical approach seeks to 
screen and counsel as many people as possible and provide them with a condom in the hopes 
of reducing STD infections. 

As a physician I can only see one patient at a time. A much better public health approach - 
particularly for behavioral risks - is to reduce the need for patients enter my office in the first 
place. 

That is why education is so important. My former colleague Tom Coburn introduced 
legislation that became law mandating that CDC and FDA educate the public about the risk of 
contracting Chlamydia (or HPV?) through sexual contact. 

I have seen little evidence to indicate the CDC and FDA are in compliance with this important 
law. 
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Even in the area of public education, federal programs are for the most part doing little to 
prevent people coming into my office. 

That is because many groups are relying on the condom, and the data on condom efficacy is 
quite clear. In the age group of primary concern (the xx to 24 year olds) the condom has 
limited efficacy, and for some of these diseases, the effectiveness of the condom in preventing 
disease transmission has never been established. Indeed the pathophysiology of some of these 
STDs indicates that a condom is not likely to be effective in preventing transmission. 

They have preemptively given up by assuming that there is no way to change sexual behavior, 
particularly among young people. Instead, the objective of many NGOs that partner with the 
CDC is to reduce not eliminate incidents of unintended pregn ancy, HIV/AIDS, and STDs. 

I remain astounded by the notion within the public health community and employed by 
NGOs, like Advocates for Youth and the American College of Obstetrics and Gynecology, 
that the normalization of adolescent sexual activity is a positive public health objective. 

The evidence is clear that teenage sexual behavior is inherently harmful these children. If our 
goal is to prevent adolescents from contracting STDs, then we should work to educate them 
fully about the risks associated with sexual activity and seek to eliminate adolescent sexual 
behavior. This is the only way to achieve the public health objectives we are seeking. 

The conflict over risk elimination versus risk reduction has come to a head with the epidemic 
of Human Papillomavirus and its significant contribution to the increase of cervical cancer. 

The scientific evidence is clear that condoms provide little protection from infection by HPV. 
Yet agencies and organizations are fighting to keep that fact from the public, particularly the 
young people who are most at risk. This is in the face of nearly 5,000 women who die from 
cervical cancer each year. 

Education is vital to preserve the health of women and adolescents. And I believe federal 
prevention and education programs should start emphasizing risk avoidance, not simply risk 
reduction. 

It will be hard because of the political and social agendas that have invested so much in risk 
reduction. But as we look at the entirety of sexual behavior and the impact on the health of 
adolescent and women, it seems clear that the policies of the past have failed to achieve fewer 
infections despite years of effort and billions of federal dollars in support of the risk reduction 
approach. 

Mr. Chairman, my hope is that this hearing and the diligent oversight of the subcommittee 
will continue to fight for the health of women and adolescents. Lives are at stake. 

Thank you very much and I would be glad to answer any questions you might have. 
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Mr. SOUDER. Thank you. I appreciate your comments very much. 
I think it is very important that we aren’t defeatists. The primary 
role of this subcommittee is really to work with narcotics issues, 
and clearly in narcotics we work at prevention in the schools, we 
work at interdiction, we work at eradication. We have all sorts of 
things, in addition to treatment questions. And if we just said, oh, 
well, we can’t stop drug abuse, we better just treat the victims, we 
would have a tremendous problem. And we are seeing the same 
challenge here with HPV. 

We have heard twice referred to in opening statements this study 
that recently came out. Yesterday the New York Times reported 
that most teenagers who pledge to remain abstinent until marriage 
did not keep this pledge. When compared to those teens who chose 
condoms, the teens who took the pledge were more likely to delay 
the age of sexual debut; they were more likely to be married at a 
younger age; they were more likely to be virgins when they mar- 
ried. They were also less likely to be infected with three STDs that 
the researchers used as markers. I would note that the researchers 
did not screen the study subjects for HPV. Despite the lower STD 
rates of those who took the virginity pledges, as compared to those 
who chose safe sex, opponents of abstinence education claim this 
study proves that abstinence education is a failure. 

Could you comment on these findings and this conclusion that we 
have already heard here this morning? 

Mr. Weldon. Well, let me start out by saying I have not seen 
the study in question. From what I gather, it appears to be a fol- 
lowup from an earlier study published by the same author, which 
was looking at 12,000 teenagers and showed a significant delay on 
the onset of sexual activity of 18 months. As I understand it, 
though, based on the numbers he did report, there was a reduction 
in the incidence of sexually transmitted diseases in the group that 
took the pledge. In Whites it was 2.8 percent versus 3.5 percent; 
Hispanics, 6.7 percent versus 8.6 percent; and in the Black commu- 
nity it was 18.1 percent versus 20.3 percent. 

Clearly, the trend is a lower incidence, and what I think we need 
here is more research on this subject. But the fact that sexual ac- 
tivity was delayed significantly I think should not be discounted. 
Many of the people who are criticizing abstinence, I don’t think 
they would recommend that I, as a physician, stop telling my pa- 
tients to stop smoking because it is bad for you simply because the 
majority of them continue to smoke. As a matter of fact, in clinical 
practice it was determined that when doctors do that, a certain 
percentage do actually quit; and though it is very small and many 
doctors get discouraged, so they stop telling their patients to stop 
smoking, when you multiply that over hundreds of thousands of 
dollars over the millions of people in this country, the end result, 
and this is what the public health officials concluded, you can pre- 
vent hundreds of thousands of people from going on to develop lung 
cancer or emphysema, even though the response rate was fairly 
low. 

Now, what I think this study is actually telling us is that you 
need more followup with these young people. But certainly to give 
up on the notion that abstinence works in preventing the onset of 
teen sexual activity, abstinence education, flies contrary to what 
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the science is actually telling us. Certainly there is some very ex- 
cellent data on this issue out of Africa in Uganda, that you can sig- 
nificantly delay the onset of sexual activity through abstinence edu- 
cation programs. 

Mr. SouDER. So in effect, if I understand what you are saying, 
if this would be like a high school class took a no smoking pledge 
without background or other types of things, no followup with it, 
you would have some who might actually follow through, which is 
a gain. 

Mr. Weldon. Right. 

Mr. SouDER. But you would have some who wouldn’t, some who 
might do it less frequently, some who might not change their be- 
havior at all. But you certainly gained in two different groups from 
the pledge. What you are saying is the study didn’t prove any fail- 
ure of abstinence education, or even of the pledge. In fact, the 
pledge, from their own data, did work, but that it didn’t work 100 
percent. And what that should suggest is that a broader abstinence 
education program might even get more results than just a pledge. 

Mr. Weldon. I am not sure I would go as far as what you just 
said. I think the way I would interpret this agrees initially with 
what you said, that some kids will delay the onset of sexual activ- 
ity. The way I interpret this is that more research is needed, and 
if you are going to have an effective intervention, you may need to 
have some kind of significant followup from the original pledge. 

Mr. SouDER. We certainly find that true in alcohol, tobacco, and 
in other narcotics, that you have to have more than just an initial 
pledge. That would be no surprise. 

Mr. Weldon. Absolutely. Absolutely. 

Mr. SoUDER. Mr. Cummings. 

Mr. Cummings. Just to piggy-back on what was just said, when 
you say followup, what do you mean? 

Mr. Weldon. Well, I am not intimately expert on the True Love 
Waits, the pledge program, but the researcher that has been track- 
ing these kids, he was originally at Columbia and I think he is now 
at Yale, Dr. Berman. He originally published some data 3 years ago 
that showed this was working very, very effectively in getting kids 
to delay the onset of sexual activity. And what he did was a very 
nice followup study which showed, yes, they did delay, but if you 
actually do a surveillance study, at least in the three markers that 
he used, you see only a very small reduction in the incidence of 
these diseases in the pledge takers. 

And so my question is does that mean we throw the whole con- 
cept out the window? And I say no. We need to go back and look 
at is there a way to make the program better, is there a way to 
make the program work better? 

But the other point I was trying to make is if you see a 1 percent 
reduction in the incidence of these diseases, if you translate that 
over the entire population of the United States, from this study, 
then you may be getting into hundreds of thousands of kids that 
are avoiding these diseases. So does that mean we abandon it? And 
I would say no. I would say more research is badly needed in this, 
but I think it is certainly an accurate statement to be telling these 
kids that the best way to prevent these diseases is through abstain- 
ing from sexual activity and, in particular, abstaining from having 
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multiple sexual partners. The data is actually the more partners 
you have, the more likely you are to acquire these diseases. And 
when you look at the fact that some of the diseases they can con- 
tract can he fatal, I think it is a message that is definitely worth 
giving our young people, because we are telling them the truth. 

Mr. Cummings. Well, I want to go hack to something Ms. Norton 
said, because I don’t want us to be confused here. I don’t see that 
there is anything wrong with saying you should abstain. I think 
the question becomes for that person who does not decide to ab- 
stain. I have gone into high schools, and I remember one time I 
went to a middle school, and I thought I was pretty hip. 

Mr. Weldon. I thought you were too. 

Mr. Cummings. And I was telling these young people that it is 
very difficult to progress when you have a baby on your back. And 
after the thing was over, and this was in middle school, some kids 
came to me and said, Mr. Cummings, we like you and everything, 
but you don’t know, but a lot of these folks are already involved 
in sexual activity, and you really didn’t sound too hip up there. 
And I continue to say those things, but while we may want a cer- 
tain thing, I think we also have to deal with a dose of reality, too, 
in some other instances. And I think that is one of the points Ms. 
Norton was making. And I use the analogy that when my 21-year- 
old daughter was 3 years old, she used to like to play hide and go 
seek. And she would come up to me and she would put her hand 
up to her face, and she would say, daddy, you cannot find me; and 
she was right in front of me. And I think we have to deal with the 
reality that as much as we might like to see our young people ab- 
staining, that simply is not always the case, and so then I think 
you then have to say, OK, if they are not abstaining, then what ad- 
vice do you give. 

Mr. Weldon. Well, that is a great question. I think, as a policy- 
maker, that should be the purview of local school districts, parents, 
teachers, churches to get engaged on that issue. The primary con- 
cern that I have had for years is an over-aggressive emphasis on 
a condom as a solution to the problem ignores the scientific fact 
that compliance with condom use amongst 15 to 24-year-olds is ex- 
tremely poor. You can’t take the condom data based on HIV dis- 
cordant couples in their 30’s and 40’s, where you are talking about 
one spouse has it, one doesn’t, where you get compliance rate with 
condom use at 99 percent, you cannot take that data and extrapo- 
late it to these kids, the ones we are really talking about now, be- 
cause that is when they contact HPV, it smolders for years, and 
then it becomes cervical cancer later in life. 

And so I think you need to give the kids the full message, and 
the full message is that the condom. No. 1, is not a sure way to 
prevent some of these diseases; and the best way to prevent all 
these diseases is through abstinence, understanding that a signifi- 
cant number of them will not be able to comply. At least we should 
give them the message. 

Mr. Cummings. Thank you. 

Mr. SouDER. Mrs. Davis. 

Mrs. Davis. I think Dr. Weldon just said what I would say. It 
is very disturbing to me that you have 4.6 million of the 9 million 
new STD cases were 15 to 24. And, to me, when we send the 
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money down to the local schools, or what have you, to make the 
condoms available to these kids, and that is what they are, kids, 
and, yes, reality is they are sexually active, but I think we need 
to, to quote Ms. Norton, we need to yell it from the top of the roof- 
tops that these condoms we are sending down to you don’t protect 
you. And I don’t think we are doing that. I think what we are doing 
is saying, well, you should abstain, but just in case you can’t, here 
is the condom. And we don’t tell them what the possible effects will 
be using the condom, so they have a false sense of security. So I 
think we are sending the wrong message when we use taxpayer 
dollars to give condoms out to these kids and we don’t tell them, 
by the way, you are probably going to be dead maybe at age 24 by 
cervical cancer, but we are giving you the condoms, so go do your 
thing. To me, abstinence is the only way. 

Mr. Weldon. If I could just add one more thing. You know, this 
is a social problem that goes beyond sex education. There are some 
dynamics here that we have little or no control over, specifically, 
some of the messages that come through our culture, particularly 
on the television, in the movies, out of Hollywood, and the truth 
is the sexual revolution is a bit of a lie in that totally unfettered 
sexual liberty indeed can lead to significant disability and death 
and poverty, as Mr. Cummings was alluding to with the burden of 
trying to raise a child as a single mother. However, we have first 
amendment issues there that run contrary to us trying to constrain 
those kinds of bad messages getting out in our culture. 

Mr. SouDER. Would the gentlelady yield to me for a second? 

I wanted to followup with your smoking example. I have cer- 
tainly been to schools where the majority of the kids were smoking, 
and increasing numbers in some schools, particularly younger ages 
and young girls. And I certainly favor more treatment for the re- 
sults of that smoking, but I don’t back off my message because it 
is going younger and increasing. I don’t understand the philosophy 
that says we should not deliver the primary message. 

Mr. Weldon. Well, you are absolutely right. And I haven’t looked 
at the more recent data, but as I understand it, smoking rates are 
going down. 

Mr. Souder. Overall. 

Mr. Weldon. Overall. And the incidents of smoking-related dis- 
eases in some categories, I believe, appears to be trending down- 
ward. And when you think about it, this is a phenomenon that we 
are finally starting to see based on 30 or 40 years of effort in the 
public health arena, which began with the little labels on the ciga- 
rette boxes and now employs some very, very sophisticated Madi- 
son Avenue-type messaging going out to young people, a lot of the 
money for that coming through this tobacco settlement. 

I believe if we earnestly apply ourselves, we can turn this prob- 
lem around. Certainly, to turn our back on it and ignore it would 
be a tragedy. And to continue to do what we have been doing in 
the past is equally a tragedy, because the rates are going up. And 
so we need to step back and say what we are doing is not working; 
we need to try something new. And I think the abstinence messag- 
ing, and if you look at the experience in Uganda, where I think you 
had a very nice national program to get out a message of absti- 
nence and you did see a significant reduction in at least HIV that 



34 


was tracked, I think there is plenty of reason to continue to pursue 
this agenda. 

And if you read the news reports on that study that has been 
quoted by some of the people on the minority side, published in the 
New York Times, if you read deep into the study, people acknowl- 
edge that we need more research on this issue, and I think we cer- 
tainly do. And the people who are giving an abstinence message 
need to really look at this research very, very closely and see how 
they can modify their message, expand their message in a way so 
that it can be more effective. 

Mr. SOUDER. Any further questions? 

Ms. Norton. 

Ms. Norton. You know, there is a developing consensus here, I 
think, that the more people, including young people, know, the bet- 
ter off they are. I happen to be really for telling them about disease 
because I think you might frighten them away from sex, and par- 
ticularly since I believe that young people should not have sex. Of 
course, when we are talking about abstinence, we better be careful 
here that we are talking about young people, yes, but we are also 
talking about adults here. And, of course, the message of abstain 
doesn’t make a lot of sense in today’s adult world. 

So if you are telling them that condoms don’t work, for example, 
should you also tell them that abstinence doesn’t also work? Also 
sometimes doesn’t work? 

Mr. Weldon. Well, abstinence is 100 percent effective when it is 
practiced 100 percent of the time. 

Ms. Norton. Yes, the day it is practiced. How about the next day 
when it is not? 

Mr. Weldon. That is a scientific fact. Ms. Norton, I did physical 
exams on elderly women going into nursing homes, and maybe this 
is a different era, who confessed to me that they had never had sex 
in their entire life. People can abstain. It is something that actually 
goes on. It may be totally disbelieved by Hollywood. 

Ms. Norton. Well, you are not advocating abstinence for adults, 
are you? 

Mr. Weldon. Well, here is what I really wanted to say. If you 
look at the success in the condom in preventing the transmission 
of diseases like gonorrhea, syphilis, and they haven’t studied HPV, 
but the data on gonorrhea and syphilis is pretty clear in this age 
group that we are talking about. 

Ms. Norton. What age group are you talking about, sir? 

Mr. Weldon. Fifteen to 24-year-olds. The efficacy on the condom 
in preventing the transmission of gonorrhea from the man to the 
woman is, I think, about 40 percent or 50 percent; and from the 
woman to the man it is slightly better, 60 percent, in that range. 
And I think the syphilis data is somewhat similar. And I don’t 
want to get into the excruciating details of the path of physiology 
of the transmission of these diseases, but I think we owe it to 
young people to tell them those facts, that the data on the efficacy 
of the condom is not 100 percent. 

Now, part of the problem, and this is something else that we 
need to explain to young people, with this issue of how well these 
things work is that it is very hard to get into 100 percent compli- 
ance mode. They will use the condom some of the time. 
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Ms. Norton. And they will use abstinence some of the time. 

Mr. Weldon. Well, basically, anybody who is engaging in being 
sexually promiscuous is just not being abstinent. 

Ms. Norton. How about having sex once and getting HPV? I 
mean, the notion of calling everybody who falls off the wagon for 
abstinence promiscuous is, I think, an insult to human nature. 
Sometimes people fail. We all fail sometimes. 

Mr. Weldon. I am not doing that. What I am talking about is 
if you look at who gets these diseases, the correlation is the in- 
creased number of sexual partners you have. OK? As you have 
more sexual partners, you are much more likely to contact HPV, 
HIV, and a whole host of other diseases. And if you are doing it 
without, obviously, the use of any type of contraceptive or a 
condom, the incidence rates go much, much higher. 

Ms. Norton. The notion of letting the information flow is some- 
thing that, particularly on this part of the isle, we have been for 
sometimes meeting, if I may say so, concerns on the other side of 
the isle when business comes and says they don’t want certain 
kinds of things on labels. So, indeed, I would like to ask you do you 
think it would be a good thing to put on the labels of condoms that 
it does not prevent HPV? 

Mr. Weldon. Yes, I do. And I think it would also be appropriate 
to put the label that it is not 100 percent effective in preventing 
the transmission of gonorrhea and syphilis. That would be another 
reasonable thing to put on there. 

Ms. Norton. You know, I knew that if we kept this up, Mr. 
Weldon, you and I could find our points of agreement. We just 
found it. Thank you very much. 

Mr. Souder. Thank you. 

We have been joined by Congresswoman Sanchez from Califor- 
nia, and I will yield to her for any statement and questions. 

Ms. Sanchez. Thank you very much. I just want to have a brief 
sort of comment, and then I will get ahead to my question. 

I think sort of the analogies that are being drawn here, between 
smoking and sex and abstinence, I don’t think the messages need 
to be mutually exclusive, either or. I think when you arm young 
people, and there are responsible young people, and educate them 
about abstinence, and if abstinence is practiced 100 percent, it is 
100 percent effective. However, for those who don’t practice absti- 
nence, to suggest condom use may reduce significantly their 
chances of contracting a sexually transmitted disease, I think that 
is also valid. It is like saying, OK, look, I don’t want to buy my kid 
a motorcycle and say go ride the motorcycle, but if my kid is 18, 
has saved up the money and bought the motorcycle, I don’t want 
to just say wear a helmet and you will be safer. While that is true, 
I would want my kid, if he or she bought a motorcycle, I would 
want to say, OK, you need a helmet you need to take training 
classes, you need to understand all of the risks involved. And I 
think with condom use, yes, it probably is sporadic among kids that 
are 15 to 24 years old, because they are not given all of the infor- 
mation about the proper way to use it and the small risks associ- 
ated with the fact that they can contract sexually transmitted dis- 
eases through improper use or for whatever failures. 



36 


But from everything that I understand, the most important risk 
factor for cervical cancer is not the presence of HPV infection, hut 
it is really a failure to receive timely Pap screening and followup 
care. So I am interested in knowing what your thoughts are on 
this, because we seem to have sort of focused in on HPV and 
condom use, but from everything that I have read and everything 
that I have heard, HPV is not the biggest determinant of who will 
ultimately fall victim to cervical cancer. 

Mr. Weldon. Well, I am not a gynecologist, I am a general inter- 
nist, and so I only did probably three or four Pap smears a day in 
my clinical practice, where gynecologists, and I think you are going 
to hear from Tom Coburn, did maybe 40 or so a day in their clinical 
practice. And I promoted it in all of my patients in the age group 
at risk, to have it done every year. 

The new findings have been that HPV is the cause of cervical 
cancer, and this has precipitated a tremendous amount of discus- 
sion within the public health community and at CDC, and as well, 
obviously, in the halls of Congress about primary prevention. Be- 
cause when you are doing Pap smears, you are doing surveillance; 
you are saying we know there are millions of women out there who 
now have this virus, so we are going to do surveillance and we are 
going to catch it early using the Pap smear technology, and re- 
spond in a way that prevents them from developing metastatic cer- 
vical cancer and dying early. And we need to continue to do that, 
and we need to continue to do that aggressively. 

Mr. Cummings’ comments about access to timely health care are 
extremely important. We need to do more in that arena as well. 
But I think it is very, very interesting, can we do more in the arena 
of primary prevention? And what has emerged is data that sug- 
gests that you do not prevent the transmission of this disease by 
wearing a condom. And when I say disease, I am talking about 
HPV. The condom does appear to lower the incidence of cervical 
cancer in the group of women who are affected with HPV. 

So I think what Ms. Norton was referring to, full disclosure to 
young people is the way we really should be going, that is the path 
we should be going down, and telling these kids all the facts and 
not just assuming a posture of, well, we can’t change behavior, and 
give them condoms and, therefore, we will lower the incidence of 
these conditions. I think we need to go several steps beyond that. 

The message that I have always liked has been the Ugandan 
message, which is try to abstain from sex and be faithful in mar- 
riage. If you cannot do those things, then, minimally, you should 
wear a condom, even knowing that the condom is not 100 percent 
effective for preventing many of these diseases. 

Ms. Sanchez. Might I suggest a radical notion? That perhaps 
those two messages, in addition to you might want to get regular 
Pap smears and screening, could be a three-pronged attack toward 
trying to reduce the overall incidences of cervical cancer for many 
women in this country. 

Mr. SouDER. Mr. Ruppersberger. 

Mr. Ruppersberger. Excuse me for not being here. A lot of com- 
mittee hearings today, and after my questions I have to go to an- 
other committee hearing. I know you understand that. 

Mr. SoUDER. Right. 
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Mr. Ruppersberger. We are on the same side of the isle some- 
times. 

Mr. SouDER. Mr. Ruppersberger, Congressman Weldon has a 
similar problem, so if you could just ask short questions. 

Mr. Ruppersberger. I will be very quick. 

First, and I am not sure whether you can answer this question, 
is the rate of sexual activity or STDs among teenagers who have 
received abstinence-only education lower than among teenagers 
who have received comprehensive sex education? Would you be 
able to answer that question? 

Mr. Weldon. The one thing I can tell you is that the teens that 
received abstinence education appear to delay the onset of sexual 
activity. And so the way you asked me that question, you get into 
the science of how you want to measure what you are talking 
about, and one of the measures that were used in one of the studies 
we were talking about previously, looking years later at the preva- 
lence of certain sexually transmitted diseases, the difference be- 
tween the abstinence group and those who didn’t receive abstinence 
did not appear to be significant. 

So I am not sure I can answer your question exactly, but it is 
a very well established fact that children who receive an absti- 
nence-based education message will delay the onset of sexual activ- 
ity as much as 18 to 24 months, which I think is a worthwhile ac- 
complishment. 

Mr. Ruppersberger. Well, it is my understanding the median 
age of marriage for women is 25 years of age, and for men I believe 
is 26, and that 90 percent of Americans are sexually active before 
age 25. Now, with that in mind, is it safe to base public health pol- 
icy on strategies that require behavior that is so far outside today’s 
normal cultural norms? And I think that is an important question, 
because we need to cut through all our ideological issues, wherever 
we are, and get to the bottom line on how we deal with the issue. 

Mr. Weldon. Yes, I think there is a good rationale for providing 
teenagers an abstinence message, and one of the reasons is the fe- 
male genital tract in teenagers is anatomically slightly different 
than in adults. Teenagers are much more prone to complications of 
sexually transmitted diseases, and so to abandon a message for 
teenagers simply because we don’t expect adults to fully comply I 
think is misguided. 

Mr. Ruppersberger. Well, I agree with you. I don’t debate that 
with you, I agree with you on that. 

Mr. SoUDER. Thank you very much. 

Thank you for staying and taking the questions this morning. 

Mr. Weldon. Pleasure. 

Mr. SouDER. If the second panel could come forth. Dr. Ed 
Thompson, Deputy Director for Public Health Services, Center for 
Disease Control and Prevention; Dr. Edward Trimble, Gynecologic 
Oncologist, National Cancer Institute, National institutes of 
Health. And if you could remain standing as you come forward, be- 
cause we will also do the oath in a minute. Dr. Daniel Schultz, Di- 
rector of the Office of Device Evaluation, Center for Devices and 
Radiologic Health, Eood and Drug Administration. 

If you would each raise your right hand. 

[Witnesses sworn.] 
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Mr. SouDER. Let the record show that each of the witnesses re- 
sponded in the affirmative. 

Well, thank you all for coming to this wonderfully non-controver- 
sial subject. 

Dr. Thompson, we appreciate it, and we will have you give your 
testimony first. 

STATEMENTS OF ED THOMPSON, M.D., DEPUTY DIRECTOR 
FOR PUBLIC HEALTH SERVICES, CENTERS FOR DISEASE 
CONTROL AND PREVENTION; EDWARD L. TRIMBLE, M.D., 
GYNECOLOGIC ONCOLOGIST, NATIONAL CANCER INSTITUTE 
NATIONAL INSTITUTES OF HEALTH; AND DANIEL G. 
SCHULTZ, M.D., DIRECTOR, OFFICE OF DEVICE EVALUATION, 
CENTER FOR DEVICES AND RADIOLOGIC HEALTH, FOOD 
AND DRUG ADMINISTRATION 

Dr. Thompson. Thank you, Mr. Chairman. I am Dr. Ed Thomp- 
son, Deputy Director for Public Health Services. 

Mr. SoUDER. I think you are going to have to, just like we are 
struggling with the mics, get as close as you can. 

Dr. Thompson. I will try to swallow it. Here, how about that? 

I am the Deputy Director for Public Health Services of the Cen- 
ters for Disease Control in Atlanta. It my privilege to represent the 
CDC here today. I have two goals. One is to provide you with infor- 
mation, and the second is as I always do at hearings of this sort, 
I intend to convince you that southerners do not speak slowly. 

Members of the committee and Mr. Chairman, we appreciate 
your holding this hearing, and we appreciate the depth of your un- 
derstanding that has been reflected in the comments that you have 
already made about this complex issue. We have little additional 
knowledge to bring to you on this subject, and we acknowledge 
that. All of us are troubled by the number of sexually transmitted 
diseases and infections occurring in this country, and this problem 
is most disturbing when it occurs, as it too often does, among 
America’s youth. We are absolutely convinced, and it is clear to us, 
that the first line of defense against STDs for this particular popu- 
lation is abstaining from sexual activity. We appreciate the com- 
mittee’s interest in the health of America’s youth, and women in 
particular, and we welcome this opportunity to discuss CDC’s ac- 
tivities with regard to prevention of cervical cancer and human 
papillomavirus infection. 

As has been clearly noted, although HPV infection is known to 
be associated with a number of diseases, the one of, by far, the 
greatest public health importance is cancer of the uterine cervix, 
for which HPV has a causal relationship. Cervical cancer, as has 
been noted, and as my colleagues from the National Cancer Insti- 
tute can elaborate on, can be prevented largely through screening 
and early detection and treatment of precancerous lesions. And 
when it does occur, with screening and early treatment, the success 
rate of treatment for cervical cancer is in excess of 90 percent. 

If you will take note of the chart to my left, this shows, in the 
large bar, which, if it were not cut in half to fit the screen, would 
go above the ceiling of this room. We see the number of human 
papillomavirus infections occurring in American women annually 
in excess of 2 million. And then we see a bar representing the num- 
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ber of cervical cancer diagnoses occurring each year in this country, 
and a bar representing, for the year for which this chart was pre- 
pared, the number of cervical cancer deaths. As noted, that number 
of cervical cancer cases is in excess of 10,000, and the number of 
deaths is approximately 4,000. 

Now, the important thing that this chart shows, however, is that 
in spite of the preventability and the treatability of cervical cancer, 
we still have over 10,000 occurrences and approximately 4,000 
deaths. Even more important, of these women, approximately one 
half have never been screened, and an additional 10 percent have 
not been screened within the last 5 years. 

If you will look at the next chart that we are putting up over 
here, this shows you information from CDC’s behavioral risk factor 
surveillance system, and it indicates clearly that as we continue to 
find that millions of American women still are not receiving ade- 
quate screening for cervical cancer and its precursors, this is the 
number of women or the percentage of American women who have 
been screened for cervical cancer in the last 3 years, and it has not 
only not reached 100 percent by a long shot, it has continued rel- 
atively the same over the last decade. 

HPV infection is, as has been noted, the most common sexually 
transmitted infection in the United States, and, as noted, approxi- 
mately 20 million Americans are infected at any given point in 
time, and about 5.5 million new infections do occur each year. 

As illustrated on the next chart, a recent estimate suggests that 
as many as 80 percent of sexually active American women will 
have developed HPV infection at least at some point by the time 
they reach age 50. And you see that ^aphically depicted here. 

A genital HPV infection is transmitted primarily through sexual 
intercourse, and since it is almost always asymptomatic, the usual 
source of transmission is someone who has no idea he or she is in- 
fected. The most important risk factor for HPV infection is clearly 
the number of sexual partners. For both men and women, the risk 
of acquiring a genital HPV infection generally increases with in- 
creasing numbers of lifetime male sex partners. 

CDC has been involved in a variety of clinical laboratory and epi- 
demiological studies of genital HPV infection for over 20 years. 
Public Law 106-554 included new provisions for CDC with regard 
to HPV, and since the enactment of that law we have undertaken 
additional activities. These have included sentinel surveillance to 
determine the prevalence in various age groups and populations of 
specific types of HPV; the collection of additional national preva- 
lence and surveillance information using CDC’s National Health 
and Nutrition Examination Survey [NHANES]; the initiation of 
several formative research activities to assess knowledge and atti- 
tudes of the public and of HPV-infected individuals about HPV; 
and the completion of formative research to develop a survey to as- 
sess knowledge, attitudes, and practices of health care providers re- 
garding HPV diagnosis and treatment. 

The status of these activities and timeline for this completion 
were outlined in August 2003 in a report to Congress titled 
“Human Papillomavirus: Surveillance and Prevention Research.” A 
copy of that report was sent to the committee, along with the writ- 
ten testimony we provided to you early this week. 
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Now, the photograph that you see here shows one of many CDC 
laboratory activities conducted on HPV. CDC has conducted labora- 
tory research on clinical outcomes of HPV disease, prevalence and 
risk factors for HPV, biological markers of cervical cancer and 
HPV, and development of sensitive HPV diagnostic tools. 

CDC’s National Breast and Cervical Cancer Early Detection Pro- 
gram provides cancer screening for under-served and uninsured 
women. Approximately one-half of the women receiving services 
through this program are from racial and ethnic minority popu- 
lations. Since its inception, this program has identified over 55,000 
women with cervical cancer precursors, and approximately 1,000 
with cervical cancer. 

In January of this year, CDC submitted a report to Congress ti- 
tled “Prevention of Genital HPV Infect,” summarizing available 
science and making recommendations about strategies to prevent 
HPV infection and cervical cancer. A copy of that report was pro- 
vided to the committee as well, along with the testimony that you 
have received. 

I can summarize the recommendation from that report if it is the 
committee’s pleasure. If not, I would like to thank the committee 
again for this opportunity to describe CDC’s activities with regard 
to HPV and cervical cancer, and I am prepared to answer any 
questions the members may have at the appropriate time. 

[The prepared statement of Dr. Thompson follows:] 
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Good Morning. I am Dr. Ed Thompson, the Deputy Director for Public Health Services 
of the Centers for Disease Control and Prevention (CDC) at the Department of Health 
and Human Services’ (HHS). Thank you Mr. Chairman and members of both sides for 
holding this hearing, for your abiding interest in this subject, and for providing a forum 
for us to discuss these complex and challenging issues. All of us are troubled by the 
number of sexually transmitted diseases (STD) cases and infections in America. This 
problem is most disturbing when it occurs -as it too often does - among our nation’s 
youth. It is absolutely clear, for this population in particular, that abstaining from sexual 
activity is the first line of defense against STD. We appreciate the commitment that 
members of this Committee have to protecting the health of the nation’s youth and 
women in particular and welcome this opportunity to present our considerations on the 
prevention of one specific sexually transmitted infection, genital human papillomavirus 
(HPV) and its most dramatic complication, cervical cancer, 

I. Cervical Cancer Overview 

Although HPV infection has been found to be associated with a number of diseases, 
the one that is by far the greatest public health importance is cancer of the uterine 
cervix. A large body of scientific research over the past 20 years has shown that HPV is 
one of the causes of deveioping cervical cancer. Cervical cancer can be largely 
prevented through screening and early detection and treatment of precancerous 
abnormalities of the cervix. Decades ago, cervical cancer was one of the most 
common and deadly cancers in women in the United States. In the past 40 years. 
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widespread cervical cancer screening using the Papanicolaou (Pap) test, and treatment 
of precancerous cervical abnormalities have resulted in a dramatic decrease in the 
occurrence of cervical cancer and associated mortality. The purpose of screening with 
the Pap test is to detect cervical abnormalities that can be treated, thereby preventing 
progression to invasive cervical cancer, and also to detect invasive cervical cancer at a 
very early stage. Progression from cervical cancer precursor lesions to invasive cancer 
is usually a slow process, estimated to take 10 to 15 years. If detected early and 
managed promptly, survival rates for cervical cancer are over 90%. 

In 2004, the American Cancer Society estimates that 10,520 women will be diagnosed 
with cervical cancer and 3,900 women will die from it. Approximately half of these 
women will have never been screened, and an additional 10% of these women will not 
have been screened within the past five years. CDC’s Behavioral Risk Factor 
Surveillance System continues to find that millions of American women still do not 
receive adequate screening for cervical cancer and its precursors. The most important 
factors associated with inadequate cervical cancer screening include absence of a 
usual source of health care, lack of health insurance, and immigration to the United 
States in the last 10 years. Other factors include older age, low income, low level of 
education, presence of chronic disabilities, and Asian and American Indian/Alaska 
Native race/ethnicity. Death rates from cervical cancer in the United States are higher 
among foreign-born women than women born in the United States. Therefore, the 
largest gain in reducing the occurrence of cervical cancer and deaths could be achieved 
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by increasing screening rates among women who have never or rarely been screened. 

Each year, cervical cancer treatment costs the United States about $2 billion. However, 
one of the best prevention methods for cervical cancer, the pap test, is an extremely 
cost effective measure at $4,535 per year of life saved. 

II. Clinical Outcomes of Genital HPV Infection 

Human papillomavirus is a family of more than 100 types of virus that infects skin cells 
and mucous membranes. The types are selective in what kind of cells they infect. 
Approximately 70% of HPV types infect the skin in various parts of the body, where the 
most common problem they cause is warts. The other 30% primarily target genital 
areas. Genital HPV infection can cause genital warts and cervical cell abnormalities 
that produce abnormal Pap tests, and is also associated with various types of 
anogenital cancers, the most important of which is cancer of the cervix. Most genital 
HPV infections do not cause disease, but instead remain asymptomatic and clear up on 
their own without treatment, usually within one year. Genital HPV types are designated 
as high- or low- risk, depending on the health effects that may result from infection. 

Low- risk types can cause genital warts or benign low-grade abnormalities in cervical 
cells, but are not associated with cervical cancer. In addition to problems in the genital 
area, low-risk genital types can sometimes occur in other parts of the body. For 
example, recurrent respiratory papillomatosis, a very rare disease of the respiratory 
system, can be caused by transmission of low-risk HPV during birth. High-risk types. 
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primarily types 16, 18, 31 , and 45, can cause low-grade cervical cell abnormalities, 
high-grade cervical cell abnormalities that are precursors to cancer, and invasive 
cervical cancer itself. HPV infection has also been associated with cancers of the anus, 
vulva, vagina, and penis, although each of these is much less common than cervical 
cancer, with the exception of anal cancer in homosexual men. The association of high 
risk genital type HPV with nongenital cancers has also been studied and current 
evidence indicates a possible role in a subset of head and neck and esophageal 
cancers. In addition, while a few studies suggest a possible association of HPV with 
cancer of the prostate, the findings are not consistent and the most recent studies do 
not indicate that HPV is associated with these cancers. To reiterate, the vast majority of 
both high-risk and low-risk types of genital HPV infections usually clear up without 
treatment and cause no long-term medical consequences, probably as a result of the 
body’s immune response. 

III. Prevalence of and Risk Factors for HPV 

Genital HPV infection is the most common sexually transmitted infection for both men 
and women in the United States. About 20 million Americans at any given point in time 
are currently infected, and about 5.5 million people become newly infected each year. A 
recent Duke University estimate suggests that about 80% of sexually active men and 
women will have acquired genital HPV by age 50. Genital HPV infection is primarily 
transmitted through sexual intercourse. Most infections are asymptomatic, so the usual 
source of transmission is an individual who has no idea he or she is infected. The most 
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important predictor of infection for women is young age, followed by number of sex 
partners. For men, the leading risk factor is number of partners. For both women and 
men, the risk of acquiring a genital HPV infection generally increases with increasing 
numbers of lifetime male sex partners. In addition, another factor that increases a 
woman’s risk of HPV infection is the sexual activity of her partner. Several studies have 
indicated that for a woman, the greater the number of partners that her partner has had, 
the greater her risk for acquiring HPV-even if she only has sex with that one individual. 

IV. CDC Activities to Address Genital HPV Infection, HPV Disease, and Cervical 
Cancer 

a) CDC HPV Clinical, Epidemiologic, and Prevention Activities 
CDC has been involved in the study of genital HPV infections for more than 20 years. 
Activities have included a variety of clinical and epidemiological studies of genital HPV 
infection. These efforts were refocused in 1999 with a report of an External 
Consultants’ Meeting on Prevention of Genital HPV Infection and Sequelae, which 
detailed an extensive list of recommendations for public health prevention activities and 
research evaluation priorities (Attachment A). The following year. Congress passed 
Public Law 106-554, which included new provisions for CDC concerning HPV. Since 
the law’s enactment, CDC has implemented the following activities; 

• Initiated sentinel surveillance activities in collaboration with six health 

departments throughout the country to determine the prevalence in various age 
groups and populations of specific types of HPV infection in the United States. 
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• Initiated collection of additional HPV prevalence and surveillance information in 
nationally representative population samples, using CDC’s National Health and 
Nutrition Examination Survey, that will provide specific information on HPV 16, 
one of the most common high-risk types of HPV associated with cervical cancer. 

• Initiated several formative research activities to assess knowledge and attitudes 
of the public and HPV-infected individuals about HPV healthcare-seeking and 
sexual behaviors and HPV information needs. 

• Completed formative research to develop a provider survey that will assess 
knowledge, attitudes and practices regarding HPV diagnoses and treatment. 
The provider survey will assess perceptions, practice barriers, and facilitators 
regarding HPV risk assessment, testing, treatment, counseling, and partner 
services. 

In August 2003, the status of these activities and a timeline of their completion were 
outlined in a Report to Congress, Human Papillomavirus: Surveillance and Prevention 
Research (Attachment B). 

b) HPV Laboratory Studies 

CDC has conducted laboratory research on clinical outcomes of HPV disease, 
prevalence and risk factors for HPV, biological markers of cervical cancer and HPV, 
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and development of sensitive HPV diagnostic tools. Examples of this research include 
development of: 

• A national registry to describe the course of recurring respiratory papillomatosis 
(an infection involving the vocal cords of children and adults); 

• Novel methods of HPV detection and evaluation by analysis of HPV 1 6 genetic 
changes, gene expression, and host/immune response; 

• Novel biomarkers to improve early detection of cervical neoplasia with funding 
from the National Cancer Institute (CDC will also be initiating a study of cervical 
cancer in Appalachian women in Southern Ohio that will examine HPV factors in 
the context of socio-biologic background.); and 

• Standardized methods for HPV detection, typing and serology to facilitate 
vaccine development, use, and evaluation, and novel noninvasive methods to 
monitor HPV immunity by testing saliva. 

c) CDC Activities to Prevent Cervicai Cancer 

The Breast and Cervical Cancer Prevention Mortality Act of 1 990 authorized CDC to 
establish the first national program to increase access to and use of breast and cervical 
cancer screening services. Now in its 13“’ year, CDC’s National Breast and Cervical 
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Cancer Early Detection Program provides cancer screening for uninsured and 
underserved w/omen, particularly low-income vromen, older women, and women of 
racial/ethnic minorities. Specifically, the program provides pelvic examinations and Pap 
tests, along with clinical breast examinations and mammograms. It also funds post- 
screening diagnostic services such as surgical consultation and biopsy and colposcopy. 
Through this program, CDC currently funds all 50 U.S. states, the District of Columbia, 
four U.S. territories, and 13 American Indian/Alaska Native organizations to support 
activities at the state, tribal, territorial and national levels in the following areas: 
screening; tracking, follow-up and case management; quality assurance; public and 
professional education; evaluation and surveillance; and partnership development. 

The program provides health care services to women who are at or below 250% of the 
federal poverty level, uninsured or underinsured, and ages 18 to 64 for Pap testing and 
40 to 64 for mammograms. To date, almost 1.75 million women have been screened. 
The program has provided women with more than four million screening examinations, 
through which approximately 14,446 women with breast cancers, 55,210 women with 
precancerous cervical lesions, and 1 ,020 women with cervical cancers have been 
diagnosed. Fifty percent of the women screened are from racial/ethnic minority 
populations. 

CDC also collects data through the Behavioral Risk Factor Surveillance System 
(BRFSS) to monitor the frequency of Pap tests. BRFSS is a telephone survey 
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conducted by all state health departments, the District of Columbia, Puerto Rico, the 
Virgin Islands, and Guam with assistance from CDC. The primary focus of these 
surveys has been on behaviors linked with chronic diseases that are the leading causes 
of death. This information is essential for planning and conducting public health 
programs at national, state, and local levels and evaluating these programs to ensure 
they are effective. 

Finally, in 2002, NCI and CDC collaborated on the publication of the U.S. Cancer 
Statistics 2000 Incidence report for the first time in history. Produced in cooperation 
with the North American Association of Central Cancer Registries, this report provides 
state-specific data and regional level data for cancer cases diagnosed in 1999 including 
cervical cancer. The same report was produced in 2003 highlighting cancer cases 
diagnosed in 2000. in 2004, for the first time, this report will include mortality data as 
well as incidence (occurrence of new cancer cases) data. With availability of broad- 
based cancer incidence data, we can better identify, understand and address variations 
in the occurrence of new cancer cases and work to reduce health disparities among 
different population groups. 

V. Prevention Strategies for HPV & HPV disease: 
a) Prevention Strategies for Genital HPV Infection 

Prevention of genital HPV infection is important for reducing the prevalence of genital 
warts and abnormal Pap tests as well as cervical cancer. The traditional public health 
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strategy for preventing STD in a community has four components: shorten the duration 
of infecliousness of those who are infected, reduce the efficiency or likelihood of 
transmission of infection, limit the number of persons who are exposed to the person 
while they are infected, and locate and intervene with exposed persons before they 
become infectious. This is essentially the same approach used in limiting the spread of 
other infectious diseases (such as TB) unless there is a vaccine or other measure to 
reduce overall susceptibility in the population. The following is a discussion of how 
these strategies can be applied to genital HPV infection. 

Reducing Duration of Infectiousness - The most common approach to reducing the 
infectiousness of many STD is treatment with an antibiotic that cures the infection. In 
contrast to many STD, there is no effective cure for genital HPV. Treatment for HPV is 
limited because it is not directed to the HPV itself. Instead, treatment includes 
removing lesions (genital warts or abnormal cells) through cryotherapy, electrocautery, 
laser therapy, surgical excision, or topical pharmacologic agents. The limited data that 
are available indicate that such therapies can reduce but probably do not eliminate 
infectiousness. 

Reducing the Likeiihood of Transmission — The second approach to halt spread of 
disease is to reduce the ability of the infection to be transmitted from an infected person 
to another person who is not yet infected. For STD, the most common approach to 
reduce transmission likelihood has been physical barriers such as condoms. Many 
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studies have evaluated the effectiveness of condoms in preventing genital HPV 
infection; however, all have significant methodologic limitations which make their 
interpretation difficult. Presently, the effect of condoms in prevention of HPV infection 
is unknown. While some published studies of HPV infection have found evidence of 
reduced risk associated with condom use, most published studies on genital HPV 
infection and condom use have not shown a protective effect of condoms. However, 
available studies suggest that condoms reduce the risk of the clinically important 
outcomes of genital warts and cervical cancer (see January 2004 CDC HPV Report to 
Congress). One possible explanation for the protective effect of condoms against warts 
and cancer is that condom use could reduce the quantity of HPV transmitted or 
decrease the likelihood of re-exposure, thereby decreasing the chance of developing 
clinical disease. An alternative explanation is that condom use may reduce exposure to 
a co-factor for cervical cancer, such as chlamydia or genital herpes, thereby reducing 
the chance of developing cervical cancer. The available scientific evidence is not 
sufficient to recommend condoms as a primary prevention strategy for the prevention of 
genital HPV infection. There is evidence that indicates that the use of condoms may 
reduce the risk of cervical cancer. 

Reduction of Sexual Behavior Risk - The third approach to preventing transmission 
of infectious disease is to limit the number of persons exposed to an individual while' 
they are infected. Because genital HPV infection is most common in men and women 
who have had multiple sex partners, abstaining from sexual activity (i.e., refraining from 
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any genital contact with another individual) is the surest way to prevent infection. For 
those who choose to be sexually active, a monogamous relationship with an uninfected 
partner is the strategy most likely to prevent future genital HPV infections. For those 
who choose to be sexually active but who are not in a monogamous relationship, 
reducing the number of sexual partners and choosing a partner less likely to be infected 
may reduce the risk of genital HPV infection. 

Intervene with Exposed Persons Before They Become Infectious - “Contact 
tracing,” or partner notification is an important element in controlling some other STD 
such as syphilis and HIV. However, genital HPV infection is so prevalent that most 
partners of persons found to have HPV infection are infected already, so notification will 
not necessarily identify uninfected exposed persons in whom infection can be 
prevented. In addition, as mentioned previously, no curative therapy is available for 
HPV infection. Finally, in the vast majority of people, genital HPV infection is cleared by 
the body's immune system. For all these reasons, partner notification is not thought to 
be a useful strategy for preventing transmission of genital HPV infection. 

Vaccines - In contrast to other prevention approaches, vaccines are effective in 
preventing the spread of an infectious disease by reducing overall susceptibility in 
uninfected partners. A variety of HPV vaccines may provide immunity to a combination 
of high-risk and low-risk HPV types are under investigation. The goal of a HPV vaccine 
is to prevent genital warts, cell abnormalities and cervical cancer. So far, results from 
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studies are encouraging. In one trial, an HPV-16 vaccine given to adolescent girls who 
were negative for HPV-1 6 DNA at the beginning of the study demonstrated 91 % 
efficacy in preventing HPV-16 infection and essentially complete protection {100% 
efficacy) in preventing persistent HPV-16 infection and cervical cancer precursors. 

Trials of other HPV-16 vaccines and vaccines with multiple HPV types are underway 
and are likely to provide an important new approach for prevention of genital HPV 
infection within the next several years. Other types of research are also important for 
laying the groundwork for vaccine programs. Evaluations of economic feasibility, 
patient acceptability, and predictions about the number of cervical cancer deaths that 
could be averted have been promising. CDC is working with partners such as the 
Advisory Committee on Immunization Practices to identify information needed for public 
health recommendations concerning vaccinations, and with the World Health 
Organization to identify markers for HPV DNA to monitor population immunity. CDC 
and its partners are also evaluating non-invasive methods of detecting HPV infection 
such as in saliva. Clearly, the combination of an effective vaccine with currently used or 
recommended methods of prevention would provide optimal protection against HPV 
infection and consequences. 

CDC has prepared a Report to Congress on Prevention of Genital HPV Infection. 
(Attachment C). This report summarizes available science and makes a series of 
recommendations about the strategies most likely to be effective in preventing future 
infections of genital HPV infection and cervical cancer. I would like to summarize the 
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recommendations from that report. First addressing strategies for individuals and 
secondly addressing strategies for public health agencies. 

Individual Strategias 

1 ) The surest way to eliminate the risk for future genital HPV infections is to 
refrain from any genital contact with another individual. 

2) For those who choose to be sexually active, a long-term, mutually 
monogamous relationship with an uninfected partner is the strategy most likely to 
prevent future genital HPV infections. However, it is difficult to determine 
whether a partner who has been sexually active in the past is currently infected. 
Partners less likely to be infected include those who have had no or few prior sex 
partners. 

3) For those choosing to be sexually active and who are not in long-term 
mutually monogamous relationships, reducing the number of sexual partners and 
choosing a partner less likely to be infected may reduce the risk of genital HPV 
infection. Partners less likely to be infected include those who have had no or 
few prior sex partners. 

4) While available scientific evidence suggests that the effect of condoms in 
preventing HPV infection is unknown, condom use has been associated with 
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lower rates of the HPV-associated diseases of genital warts and cervical cancer. 
The available scientific evidence is not sufficient to recommend condoms as a 
primary prevention strategy for the prevention of genital HPV infection. There is 
evidence that indicates the use of condoms may reduce the risk of cervical 
cancer. 

5) Regular cervical cancer screening for all sexually active women and treatment 
of precancerous lesions remains the key strategy to prevent cervical cancer. 

6) In the future, receiving a safe and effective HPV vaccine to help prevent 
genital HPV infection as well as the HPV-associated diseases of genital warts 
and cervical cancer would be an important prevention measure. However, an 
effective HPV vaccine would not replace other prevention strategies. 

Public Health Strategies 

1) Promote increased cervical cancer screening among never and rarely- 
screened women and appropriate follow-up of those with abnormal Pap tests. 

2) Work with public and private partners, to increase awareness about prevention 
of genital HPV infection and cervical cancer among health care providers and in 
the general public. 
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3) Collaborate with private industry to promote and accelerate the development 
of a safe and effective HPV vaccine: 

4) Continue epidemioiogic, laboratory, and behavioral research on genital HPV 
infection including studies of the prevalence of HPV in the United States, 
research on the attitudes and concerns of women diagnosed with HPV infection 
(e.g., concerns about cancer or about transmission), and surveys of provider 
knowledge and practices regarding HPV. 

b) CDC Strategies to Address Cervical Cancer 

CDC’s strategies to address the cervical cancer burden include providing services to 
underserved women, providing outreach to women who have not been screened with 
the last three years, and developing educational materials to assist states with their 
public awareness/education and outreach efforts. Public education and outreach 
involve the design and delivery of clear and consistent messages about cervical cancer 
and the benefits of early detection using a variety of methods and strategies to reach 
priority populations. States receive funds to create and disseminate educational 
resources to women, especially those who are rarely or never screened. 

CDC recently developed a cervical cancer fact sheet entitled Basic Facts on Screening 
and the Pap Test. This fact sheet is written at the sixth grade reading level and 
addresses the basics of cervical cancer and testing. The purpose of the fact sheet is to 
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encourage women to be screened, as early detection is the key to reducing morbidity 
and mortality related to cervical cancer. It is available in print and on the Internet at 
http://www.cdc.gov/cancer/nbcccepd/bccpdfs/cc_basic.pdf. 

Lastly, while CDC does not provide funding for treatment services. Congress passed 
the Breast and Cervical Cancer Prevention and Treatment Act of 2000 to address this 
issue. The Act provides Medicaid services for women screened through the National 
Breast and Cervical Cancer Early Detection Program if they are U.S. citizens or 
qualified aliens in States that elect to participate. According to the Centers for Medicare 
and Medicaid Services, 49 states and the District of Columbia have received approved 
Medicaid amendments to participate in this program. 

VI. Conclusion 

in closing, I would like to thank the Subcommittee again for this opportunity to describe 
CDC’s critical activities and its strategies to prevent future genital HPV infection and 
cervical cancer. 

I am prepared to answer any questions that members may have. 
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Mr. SOUDER. Thank you very much. You did prove southerners 
can talk really rapidly, but not like we Yankees. 

Dr. Trimble. 

Dr. Trimble. Chairman Sender, on behalf of Dr. Andrew von 
Eschenbach and the National Cancer Institute, we would like to 
thank you for this opportunity to testify on HPV and cervical can- 
cer. I am Edward Trimble, an obstetrician-gynecologist and 
gynecologic oncologist working at the National Cancer Institute. 

A hundred years ago, cervical cancer was the leading cause of 
cancer deaths among women in the United States. Since the identi- 
fication and adoption of effective screening for cervical cancer with 
the Pap smear, based on our understanding of the natural history 
of precancerous changes in the cervix, we have been able to reduce 
both incident and death rates from cervical cancer dramatically in 
the United States and elsewhere in the developed world. 

Over the past century, we have learned much about the natural 
history of cervical neoplasia or abnormal cell growth. We have 
learned that cervical cancer is preceded by precancerous changes in 
the cervix. We have learned that treatment of these precancerous 
changes can prevent the development of cancer. We have learned 
that a Pap smear taken from the cervix can identify these 
precancerous changes. More recently, we have identified the 
human papillomaviruses as the major cause of cervical cancer. 
Studies also suggest that HPVs may play a role in cancers of the 
anus, vulva, vagina, and penis, and some cancers of the throat. 
There are more than 100 types of HPVs, of which only 30 can be 
transmitted by sexual contact. HPV is one of the most common sex- 
ually transmitted viruses. Only rarely does an infection with high- 
risk HPV develop into pre-cancer or cancer. The majority of HPV 
infections go away on their own and do not cause any abnormal cell 
growth. 

The NCI has made a strong commitment to understanding the 
causes of cervical cancer and the relationship of HPV viruses to the 
development of cervical cancer. In fiscal year 2003, we spent $79 
million for research on cervical cancer. We have funded extensive 
research to understand why most adults exposed to the HPV virus 
do not develop cancer or any other health problems resulting from 
that infection. NCI scientists have developed a new vaccine ap- 
proach to prevent infection with HPV and are also working to de- 
velop a therapeutic vaccine to protect women already infected with 
the virus from developing cancer. In addition, NCI has worked ex- 
tensively to improve the reliability of Pap tests, to evaluate new 
methods of screening for cervical cancer, and to combine testing for 
HPV with Pap tests. NCI is also committed to working to improve 
treatment for women diagnosed with cervical cancer. In 1999, we 
issued a clinical announcement to alert women and their doctors of 
a major treatment advance, combining chemotherapy and radiation 
in cervical cancer. NCI investigators are also working to preserve 
fertility in women with early cervical cancer, as well as to reserve 
bladder, bowel, and sexual function after treatment for cervical 
cancer. Finally, we have increased our support for research to ad- 
dress the gaps in the delivery of treatment research advances to all 
populations. We are building long-term relationships between re- 
search institutions and community-based programs to learn more 
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about the causes of cancer disparities across the United States and 
develop ways to eliminate these disparities. In the future, as part 
of NCI’s challenged goal to eliminate the suffering and death due 
to cancer by 2015, we plan to continue our close collaboration with 
our sister agencies, to make available effective vaccines for HPV, 
to reduce the emotional and economic costs of screening for cervical 
cancer, to improve the accuracy of screening, and to find more ef- 
fective treatment for cervical cancer. 

My written testimony contains additional details on our research 
program. I would be happy to answer any questions you might 
have. 

[The prepared statement of Dr. Trimble follows:] 
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Chairman Souder and members of the House Subcommittee on Criminal Justice, Drug 
Policy and Human Resources, on behalf of Dr, Andrew von Eschenbach and the 
National Cancer Institute, would like to thank you for this opportunity to testify on HPV 
and cervical cancer. I am Dr. Edward Trimble, a gynecologist oncologist working in the 
Cancer Therapy Evaluation Program of the National Cancer Institute. 

One hundred years ago, cervical cancer was the leading cause of cancer deaths 
among women in the United States. Since the identification and adoption of effective 
screening for cervical cancer with the Pap smear and based on our understanding of 
the natural history of precancerous changes in the cervix, we have been able to reduce 
both incidence and death rates from cervical cancer dramatically in the United States. 

Over the past century, we have learned much about the natural history of cervical 
neoplasia or abnormal cell growth. We have learned that cervical cancer is preceded by 
precancerous changes in the cervix. We have learned that treatment of these 
precancerous changes can prevent the development of cancer. We have learned that a 
Pap test taken from the cervix can identify precancerous changes. More recently, we 
have identified human papillomaviruses (HPVs) as the major cause of cervical cancer. 
Studies also suggest that HPVs may play a role in cancers of the anus, vulva, vagina, 
and penis, and some cancers of the oropharynx (middle part of the throat including the 
soft palate), the base of the tongue, and the tonsils. There are more than 100 types of 
HPVs, of which only 30 types can be transmitted by sexual contact. HPV is one of the 
most common of the sexually transmitted viruses. Rarely can an infection with high risk 
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HPV develop into precancer or cancer. The majority of HPV infections go away on their 
own and do not cause any abnormal cell growths. 

The NCI has made a strong commitment to understanding the causes of cervical 
cancer and the relationship of HPV viruses to the development of cervical cancer. In 
fiscal year 2003, NCI spent $79 million for research on cervical cancer. NCI has funded 
extensive research to understand why most adults exposed to the HPV virus do not 
develop cancer or any other health problems resulting from that infection. NCI scientists 
have developed a new vaccine approach to prevent infection with HPV and are also 
working to develop a therapeutic vaccine to protect women already infected with the 
virus from developing cancer. In addition, NCI has continuously worked to improve the 
reliability of Pap tests, to evaluate new methods of screening for cervical cancer, and to 
combine testing for HPV with Pap tests. NCI is also committed to working to improve 
treatment for women diagnosed with cervical cancer. In 1999, the NCI issued a clinical 
announcement to alert women and their doctors of a major treatment advance, 
combining chemotherapy and radiation therapy in cervical cancer. NCI investigators 
are also working to preserve fertility in women with early cervical cancer, as well as to 
preserve bladder, bowel, and sexual function after treatment for cervical cancer. Finally, 
NCI has increased its support for research to address the gaps in the delivery of 
research advances to all populations. NCI is building long-term relationships between 
research institutions and community-based programs to learn more about the causes of 
cancer disparities in minority communities and to develop ways to eliminate these 
causes. 
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As part of the National Cancer Institute's Challenge Goal to eliminate the suffering and 
death due to cancer by 2015, we are working to discover, develop, and deliver the 
interventions that will prevent many cancers, detect and eliminate many others, and 
modulate the behavior of the remainder so that, ultimately, no one has to suffer and die 
as a result of this disease. To this end, NCI is supporting research studies on HPV and 
cervical cancer as they align with Discovery, Development and Delivery. 


DISCOVERY 


The Guanacaste Study of HPV Natural History is being conducted in the Guanacaste 
Province, an area in Costa Rica with a very high incidence rate of cervical cancer. 
Cervical cancer is the leading cause of cancer death in regions without effective 
cytology programs and screening. This study involves women who live in a region 
where there is a lack of effective cervical cytology programs and screening. This 
prospective study of HPV infection and cervical neoplasia is based on the recruitment 
and 7-year follow-up of a random sample of approximately 10,000 women 18+ years of 
age, residing in Guanacaste. The study has permitted several studies of HPV infection, 
cytology, cervicography, and the whole spectrum of cervical neoplasia. The 
epidemiologic risk factors for each stage of neoplasia have been identified, controlling 
for the central role of type-specific HPV infection. Follow-up of the cohort at six month 
to yearly intervals depending on disease status is complete and data analysis will 
examine the origins of precancer and cancer. 
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The Genetic Supplementation Study is nested within the Guanacaste Study (see 
above) in Costa Rica. It is a case control study intended to systematically evaluate the 
role of both viral variants and host immune response genes in cervical carcinogenesis. 
Biological specimens are being collected from women enrolled in the Guanacaste Study 
and detailed genotyping of the viral genome as well as genotyping of genetic 
polymorphisms in the genome of those women will be performed. A major focus will be 
the study of immune genes, particularly those known to interact with HPV and an 
assessment of genes potentially modifying other HPV cofactors. 

The Study to understand Cervical Cancer Early Endpoints and Determinants 
(SUCCEED) is a study to comprehensively assess biomarkers of risk for each 
progressive stage of cervical neoplasia (normal, HPV-infected, precancer, cancer) and 
to discover a new set of biomarkers that can distinguish those at highest risk of cervical 
cancer from those with benign HPV infection. Over 1000 women will be recruited into 
the study and a subsequent 2-year prospective component will be conducted to validate 
the most promising candidate biomarkers and their key outcomes for HPV clearance, 
persistence, and progression to precancer. 

The Alternatives in Women’s Health Care Immunology Study (nested within ALTS, 
described under Delivery), has enrolled approximately 900 women in a prospective 
study to identify biomarkers associated with permissive versus protective immune 
response to low-grade cervical lesions. Women with low-grade cervical disease are 
being followed at six month intervals for two years. Cellular and immunological 
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parameters at entry will be correlated with progression, persistence or regression of 
low-grade lesions during follow-up. 

A longitudinal study of HPV Infection and Cervical Neoplasia in Sao Paulo, Brazil 
was conducted on 2404 women, in which cervical specimens from Pap smears were 
tested for cytology and HPV genotyping every 4-6 months over a period of 8 years. 
Actuarial and non-actuarial analyses were used to measure time and rates of lesion 
progression and regression according to status and type of HPV infection. The study 
found that precursor lesions of the cervix persist longer and progress more quickly in 
women with oncogenic HPV infections than in women with non-oncogenic infections or 
without HPV. The study concluded that testing cervical lesions for oncogenic HPVs 
may help identify those lesions that are likely to progress rapidly. Results of this study 
are published in: N.F. Schlecht, R.W. Platt, E. Duarte-Franco, M.C. Costa, J.P. 
Sobrinho, J.C.M. Prado, A. Ferenczy, T.E. Rohan, LL. Villa, E.L. Franco 2003 Human 
Papillomavirus Infection and Time to Progression and Regression of Cervical 
Intraepithelial Neoplasia JNCI 95: 1336-43. 

DEVELOPMENT 

A high priority of the NCI is to prevent cervical cancer by developing a vaccine that 
prevents and treats HPV infection and premalignant disease. There is growing 
evidence that a VLP-based (virus-like particle) HPV vaccine will be effective in 
preventing genital HPV infection. A large randomized Vaccine Trial is planned in 
Costa Rica to evaluate the efficacy of two virus-like particle (VLP)-based prophylactic 
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human papillomavirus (HPV) vaccines developed at NCI, Volunteers in the trial will be 
screened for cervical disease at entry and will receive three VLP or three placebo 
vaccinations over the course of six months. Participants will be followed for four years 
and information collected on side effects of the vaccine (safety), immune reduction by 
the vaccine, and the occurrence of cervical disease. 

Another high priority area is the development of affordable, second-generation DNA- 
based tests for the diagnosis of HPV infection. A partnership with the Gates 
Foundation and the Program for Appropriate Technology in Health (PATH) is an 
initiative, still in the planning stages, to create a low-cost test in two to three years for 
field testing. 

Optical Technologies for Cervical Neoplasia is a Program Project Grant, sponsored 
by the Cancer Imaging Program/Nafional Cancer Imaging Program (CIP/NCI) that 
uses a method of technology assessment that will guide the development of new and 
existing optical technologies to detect and diagnosis early cervical cancer. Evaluation of 
these optical technologies will provide improved screening and detection methods for 
cervical intra-epithelial neoplasia that are both sensitive and cost-effective in both 
developing and developed countries. The relationship between optical signatures and 
the underlying cancer biology is not well understood. Preliminary studies demonstrate 
that this imaging approach accurately detects the intracellular changes that occur as 
cells become abnormal and can be applied to developing mathematical models for 
distinguishing normal and neoplastic tissue. Recent clinical trials have shown that the 
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imaging technique is feasible for use in large populations and can be adapted for 
simple, inexpensive imaging systems for use in screening trials worldwide. NCI 
investigators will continue to develop this promising new technology in a large 
randomized trial comparing fluorescence and reflectance screening with standard 
cervical cancer screening techniques. 

Rapid Access to Preventive Intervention Development (RAPID) provides funding 
and resources to develop agents that prevent, reverse, or delay cancer development. 
RAPID is designed to quickly move novel preventive molecules, such as HPV vaccines 
for cervical cancer, from the laboratory into clinical studies. 

The Gynecologic Cancer Intergroup (GCIG) is an organization of international 
cooperative groups for clinical trials in gynecologic cancers that is identifying active 
treatments for cervical cancer. 

DELIVERY 

The ASCUS/LSIL Triage /Study for Cervical Cancer (ALTS) is a clinical trial to find 
the best way to help women and their doctors decide what to do about abnormal Pap 
test results that are diagnosed in about three million women in the United States each 
year. ASCUS stands for atypical squamous cells (abnormal cells lining the cervix) of 
undetermined significance and LSIL for low-grade squamous intraepithelial lesions. 
Most of these abnormalities are mild and will go away without treatment, but some may 
signal a precancerous condition or, rarely, cancer. 
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The motivation for this trial vi/as to use the information about the role of HPV to design 
better treatment and prevention strategies to reduce the burden of cervical cancer and 
its precursors. The study consisted of three management strategies: (1 ) immediate 
colposcopy of all w/omen; (2) repeat cytology with colposcopy only if the results show a 
high grade lesion; and (3) HPV testing and repeat cytology in combination, with referral 
to colposcopy if either the HPV test is positive or the cytology shows a high grade 
lesion. Four Clinical Centers - University of Alabama, Birmingham AL; Magee-Womens 
Hospital, Pittsburgh PA; University of Oklahoma, Oklahoma City OK; and University of 
Washington, Seattle WA - enrolled approximately 5,000 women with a recent diagnosis 
of ASCUS or LSIL. Participants were followed at six month intervals for a total of 2 
years and the efficacy and cost-effectiveness of the different strategies in the early 
detection of high-grade lesions were compared.The findings were as follows: 

• HPV testing is sensitive in detecting underlying precancerous lesions 
among women with a Pap test diagnosis of ASCUS 

• Neither cytology nor HPV testing is useful for triaging women with a Pap 
test diagnosis of LSIL 

• A single colposcopic-directed biopsy procedure is not completely sensitive 
in detecting precancers 
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The Bethesda System for Cervical Cytology was developed under the auspices of 
the NCI to provide a coherent framework for reporting Pap test results. Currently over 
90% of cytology laboratories in the U.S. and many countries internationally use this 
system. The standardized terminology has facilitated correlation among different 
research studies and has become the basis for professional societies to develop patient 
management guidelines. 

The Portland Kaiser Cohort Study has enrolled almost 24,000 women obtaining a 
routine Pap smear screening at any of the seven Portland Kaiser-Permanente clinics 
for the purpose of conducting a prospective study of HPV infection and cervical 
neoplasia. This is a companion study for the Guanacaste Study (described above under 
Discovery). The enrollment phase has yielded a prevalent case-control comparison 
which has demonstrated that HPV is the primary risk factor for cervical intraepithelial 
neoplasia. The study also has shown that HPV testing can be used to clarify borderline 
Pap smears. The full cohort based on up to 10-years of follow-up showed the 
usefulness of combined Pap tests to improve the detection of cervical cancer. The use 
of HPV DNA testing as an adjunct to Pap tests was approved in 2003 by the Food and 
Drug Administration, and several groups have modified screening recommendations 
accordingly. 

The Cancer Research Network is a consortium of researchers affilitated with eleven 
major not-for-profit HMDs that is providing the mechanism for NCI to quickly obtain 
better data on patterns of cancer care from multiple perspectives. One of their recent 
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findings indicates that the majority of breast and cervical cancer cases appear to be 
associated with an absence of screening and failures in detection. 

For the purpose of broadening our understanding of the causes of cancer 
disparities, the NCI has implemented a partnership demonstration project in eight 
states to increase screening for breast and cervical cancer among women who have 
never or rarely been screened (in collaboration with CDC, USDA and ACS). Despite a 
three-fold reduction in cervical cancer mortality nationwide, many counties from Maine 
through Appalachia, many of the southeastern states, the Texas/Mexico border, and in 
the Central Valley of California have experienced higher cervical cancer mortality rates. 
To address these high rates, the partnership will use NCI analyses of county mortality 
rates to identify high-rate counties and will work to train staff of CDC’s Breast and 
Cervical Cancer Early Detection Program; USDA’s Cooperative State Research, 
Education, and Extension Service; ACS’s regional cancer control programs; and NCI's 
Cancer Information Service to increase screening among high-risk women. 

In the future, NCI plans to continue its close collaboration with its sister agencies in 
DHHS to make available effective vaccines for HPV to reduce the emotional and 
economic cost of screening for cervical cancer, to improve the accuracy of screening, 
and to find more effective treatment for cervical cancer. 
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Mr. SOUDER. Thank you very much. 

Dr. Schultz. 

Dr. Schultz. Good morning, Mr. Chairman and members of the 
subcommittee. I am Dr. Dan Schultz, Director of the Office of De- 
vice Evaluation in the Center for Devices and Radiological Health 
at the FDA. I am pleased to speak today about FDA’s implementa- 
tion of Public Law 106-554 with respect to the labeling of condoms. 

FDA has conducted an extensive literature and labeling review. 
Based on these reviews, we are developing a draft guidance docu- 
ment on condom labeling and proposed rule which would make the 
guidance a special control for condoms. 

FDA regulates all medical devices in the United States, including 
condoms. Since 1987, FDA has issued a series of guidance docu- 
ments that addresses specific elements of condom labeling related 
to protection against sexually transmitted diseases. The typical 
condom package contains a front panel on the external box that is 
referred to as the principal display panel. Current FDA guidance 
recommends that the display panel of the package for condoms in- 
clude a statement regarding contraception and a statement on STD 
risk reduction, and that labeling emphasize the need for proper 
use. 

Public Law 106-554, enacted in December 2000, directs the Sec- 
retary of HHS to determine whether the labels are medically accu- 
rate regarding the overall effectiveness or lack of effectiveness of 
condoms in preventing sexually transmitted diseases, including 
HPV. Although the interest of this hearing targets HPV, we com- 
plied with the law by exploring the labeling regarding other STDs 
as well. 

To fully accomplish this task, we conducted a comprehensive sys- 
tematic review of the published literature and other relevant infor- 
mation, and are now looking at how the results from this review 
might impact condom labeling. Our basic conclusions are as fol- 
lows. 

One, the protection a condom may provide against different STDs 
will vary depending on the transmission vectors of a particular 
STD, the specific infectivity of the virus or bacteria, and the bio- 
logical mechanisms of progression from infection to disease. The 
law asks particularly about HPV infection, which can manifest as 
lesions, symptomatic or asymptomatic, on a man’s penis, scrotum, 
a woman’s vulva, cervix, or either’s peri-anal areas. Because 
condoms do not cover all these areas, they may not provide the 
same protection as they do against STDs transmitted through bod- 
ily fluids like HIV or gonorrhea. 

Two, condoms are highly effective against HIV and other STDs 
that are transmitted by genital secretions. 

Three, studies on STDs characterized by genital ulcers, such as 
genital herpes and syphilis, are inconclusive as to whether condoms 
lower the risk of these diseases. We believe that the condom will 
provide some measure of protection when it covers the lesion or 
ulcer. 

Four, clinical studies evaluating the relationship between 
condoms and HPV-related disease have not been consistent. How- 
ever, even though the biologic mechanism has not been conclusively 
demonstrated, women whose partners use condoms seem to be at 
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reduced risk for genital warts and cervical cancer compared to 
women whose partners do not use condoms. Therefore, there does 
appear to he a benefit from condom use for prevention of HPV-re- 
lated disease. 

As a result of these findings, CDRH has developed a regulatory 
plan to provide condom users with a consistent labeling message 
about STDs and the protection they should expect from condom 
use. FDA is preparing new guidance on condom labeling to address 
these issues. FDA anticipates proposing to amend the classification 
regulations for condoms to make such labeling guidance a special 
control. 

FDA is also committed to helping bring safe and effective tech- 
nologies to the market, including new tests for the detection of 
HPV and improved methods of evaluating Pap tests. FDA is re- 
viewing a number of investigational new drug applications for vac- 
cines for the prevention of HPV infections, several of which are in 
advanced clinical development. In addition to efforts directed at 
HPV infection, treatment of cervical cancer is a very active field for 
clinical research, and several novel technologies are currently being 
evaluated for the treatment of this disease. 

In conclusion, FDA is working to present a balanced view of 
condom performance, being careful neither to overstate effective- 
ness, nor to discourage use where it is appropriate. 

Mr. Chairman, I want to reiterate that FDA is committed to 
monitoring closely the body of scientific evidence related to the de- 
gree in which male condoms offer any protection from HPV, HPV- 
related disease, and other STDs. We will continue to exercise our 
regulatory responsibilities to ensure accurate, clear, and under- 
standable labeling in accordance with the best available science. I 
am happy to answer any questions that you may have. 

[The prepared statement of Dr. Schultz follows:] 
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INTRODUCTION 

Good morning, Mr. Chairman and Members of the Subcommittee. I am Dr. Daniel 
Schultz, Director of the Office of Device Evaluation in the Center for Devices and 
Radiological Health (CDRH) at the Food and Drug Administration (FDA or the Agency). 
I am pleased to speak today about FDA’s implementation of Public Law (P.L.) 106-554 
with respect to the labeling of condoms. Specifically, FDA has complied with P.L. 106- 
554, by reexamining existing condom labeling to determine whether the labels are 
medically accurate, regarding the overall effectiveness or lack of effectiveness of 
condoms in preventing sexually transmitted diseases (STDs), including human 
papilloma virus (HPV), FDA has conducted an extensive literature and labeling review. 
Based on these reviews, we are developing a draft guidance document on condom 
labeling and correlating proposed rule, which would make the guidance a special 
control for condoms. 


REGULATORY BACKGROUND 

FDA is responsible for protecting the public health by assuring the safety, efficacy, and 
security of drugs, biological products, food, cosmetics, medical devices, and products 
that emit radiation. We do this by keeping abreast of public health issues, writing 
regulations that further protect the American people, and enforcing those regulations 
and the statutes that govern us. This hearing specifically touches on our medical 
device regulatory authorities. As defined by Federal law, the term “device” covers 
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several thousand health products, ranging from simple articles such as tongue 
depressors and heating pads, to cutting-edge and complex devices such as 
pacemakers, lasers, and imaging technologies. The Medical Device Amendments of 
1976 to the Federal Food, Drug, and Cosmetic Act gave FDA specific authority to 
regulate the safety and effectiveness of medical devices. 

Using a risk-based classification framework, FDA places every medical device into one 
of three “classes” depending on the degree of regulatory control needed to provide 
reasonable assurance of safety and effectiveness. Devices posing the lowest risk, such 
as elastic bandages, are placed in Class I (General Controls). These general controls 
include the classification process itself, establishment registration and premarket 
notification. Quality System Requirements for manufacturing, provisions regarding 
adulteration and misbranding, recordkeeping, and reporting of adverse events. If 
general controls alone do not reasonably ensure the safety and effectiveness of a 
device, but FDA can identify an additional measure or measures that would provide that 
assurance - "special controls" - FDA places that type of device into Class II (Special 
Controls), e.g., laparoscopes. Such Class II devices generally pose higher risks than 
Class I devices. They are then subject to the, general controls that also apply to Class I 
devices, plus one or more of a wide range of special controls that the Agency may 
designate. These special controls may include performance standards, postmarket 
surveillance, patient registries, guidance documents, labeling, and/or clinical studies 
which, taken together with the general controls, are sufficient to provide a reasonable 
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assurance of safety and effectiveness of the device. When FDA cannot be assured 
that the combination of general controls and special controls is sufficient to reasonably 
ensure safety and effectiveness of a medical device - generally higher risk devices - 
such devices are placed into Class III (Premarket Approval), e.g., the newer generation 
of global endometrial ablation systems. Premarket Approval (PMA) requires 
manufacturers to submit an application to FDA, which is then subject to careful 
scientific review to provide reasonable assurance of the safety and effectiveness of the 
device. FDA approval of a PMA application is necessary before a Class III device may 
be marketed. Once approved for marketing. Class ill devices also remain subject to 
the general controls already described. 


REGULATION OF CONDOMS 

Condoms are Class II medical devices.’ Presently, FDA addresses condom labeling 
with general device labeling regulations (21 CFR part 801), as well as two specific 
labeling regulations, one on condom expiration dating (21 CFR 801.435) and another 
on user warnings about allergic reactions to natural rubber latex (21 CFR 801.437). In 


’ FDA has not to date specified any measures as special controls for condoms. Condoms were devices 
marketed before the passage of the Medical Device Amendments of 1976, and as such, were classified 
into Class il as part of the initial classification of all existing devices. At that time, the statute anticipated 
that mandatory performance standards would be established to govern each Class II device type. This 
proved to be an overwhelming task for FDA, and In 1 990. as part of the Safe Medical Devices Act of 1 990 
(P.L. 101-629), Congress changed the definition for Class li devices to make them subject to special 
controls — a wider range of measures than mandatory performance standards. FDA is working to 
specifically identify special controls for devices that were classified into Class II prior to the 1 990 statutory 
change. While not presently designated as special controls, however, there are several existing 
requirements and recommendations for condom labeling that address specific safety and effectiveness 
issues that condoms pose. 
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addition, dating back to 1 987, FDA has issued a series of guidance documents that 
address specific elements of condom labeling related to protection against STDs. 

It is important to recognize that latex condoms for men are a well-made medical device 
that laboratory studies have shown to provide an essentially impermeable barrier to 
Articles the size of STD pathogens. FDA has^versight responsibility to ensure that - 
condoms are manufactured properly, and manufacturers - in turn - follow quality system 
regulations, including design controls, to ensure that their products do what they are 
intended to do: protect against pregnancy and sexually transmitted diseases. 

Condoms manufactured today meet performance standards for strength and freedom 
from holes (leakage). These standards ensure a minimum level of performance with 
respect to condom strength and barrier properties, characteristics that we believe are 
tied to what a condom is intended to do. To encourage conformance with these 
standards, FDA has officially recognized these standards and integrated them into both 
its premarket and postmarket device programs. 

The typical condom package contains a front panel on the external box that is referred 
to as the “principal display panel." The “principal intended action” of any device must 
be stated on this display panel. In addition, every condom box includes more detailed 
information: directions for use and other important information on an insert or printed 
on the inside of the box. 
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Current FDA guidance recommends that the principal display panel of the primary retail 
package for condoms include a "principal intended action” statement regarding 
contraception and a second statement on STD risk reduction such as the one below: 

Protection against sexually transmitted diseases (STDs); 

If used properly, latex condoms will help to reduce the risk of transmission of HIV 
infection (AIDS) and many other sexually transmitted diseases. 

In addition, our current guidance recommends that the package insert for condoms 
contain the following expanded statement: 

If used properly, latex condoms will help to reduce the risk of transmission of HIV 
infection (AIDS) and many other sexually transmitted diseases, including 
chlamydia infections, genital herpes, genital warts, gonorrhea, hepatitis B, and 
syphilis. 

AGENCY ACTIVITIES RELATED TO CONDOM LABELING 

in 2001 , FDA began a systematic and comprehensive review of the medical literature 
and key studies underlying the 2001 workshop^ summary report and related 

2 

The June 2000 workshop was led by the National Institute of Allergy and Infectious Disease, in partnership 
with the National Cancer Institute, National Institute of Child Health and Human Development, the Centers 
for Disease Control and Prevention, the U. S. Agency for International Development, FDA, and other 
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conclusions, as well as many other clinical studies on the subject that have been 
published since the workshop, in short, our analysis of available studies and related 
reports on this topic have led us to a number of findings, which are consistent with both 
the 2001 workshop summary and the recent Centers for Disease Control and 
Prevention (CDC) Report to Congress on Genital HPV Infection. Our basic conclusions 
are as follows:, 

• Depending on the transmission vector{s) of a particular STD, the specific 
infectivity of the virus or bacteria, and the biological mechanisms of 
progression from infection to disease, the protection a condom may 
provide against different STDs will vary. P L. 106-554 asks particularly 
about HPV infection, which can manifest as lesions - symptomatic or 
asymptomatic - on a man's penis or scrotum, a woman’s vulva or cen/ix, 
or either’s perianal areas. Because condoms do not cover all of these 
areas, they may not provide the same protection as they do against STDs 
transmitted though bodily fluids, like HIV or Gonorrhea. These same 
factors noted above, namely transmission vectors, infectivity, and 
biological mechanisms, also limit the ability to properly conduct 
well-controlled clinical studies that are necessary to more clearly 
determine condom effectiveness. 


Federal agencies. 
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• Correct and consistent use of condoms can reduce the risk of sexual 
transmission of HIV (the virus that causes AIDS), We also believe that 
condoms, when used consistently and correctly, can reduce the risk of 
other STDs that are transmitted by genital secretions (such as semen or 
vaginal fluids), and these include gonorrhea, chlamydia, and 
trichomoniasis,] 

• Scientific studies on STDs characterized by genital ulcers, e,g,, genital 
herpes and syphilis, are inconclusive as to whether the risk of these 
diseases is lowered for condom users. However, based on what we do 
know about the transmission vector for these diseases, we believe that 
the condom will provide some measure of protection when it covers the 
ulcer. 

• Clinical studies evaluating the relationship between condoms and HPV- 
related disease have not been consistent. However, even though the 
biological mechanism has not been conclusively demonstrated, women 
whose partners use condoms seem to be at reduced risk for genital warts, 
as well as at reduced risk for cervical cancer - compared to women whose 
partners do not use condoms. Therefore, there does appear to be a 
benefit from condom use for prevention of HPV-related disease. 

FDA Implementation of PL 106-554 March 11, 2004 
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AGENCY ACTIVITIES RELATED TO IMPLEMENTATION OF P.L. 106-554 

P.L.106-554, enacted in December 2000, directs the Secretary of Health and Human 
Services to do the following review: 

The Secretary of Health and Human Services, shall reexamine existing 
condom labels that are authorized pursuant to the Federal Food, Drug, 
and Cosmetic Act to determine whether the labels are medically accurate 
regarding the overall effectiveness or lack of effectiveness of condoms in 
preventing sexually transmitted diseases, including HPV. 

FDA has carefully reexamined existing condom labeling to determine whether the labels 
are medically accurate regarding the overall effectiveness of condoms in preventing 
STDs, including HPV. Although the interest of this hearing targets HPV, we complied 
with the law by exploring the labeling regarding other STDs as well. To fully accomplish 
this task. Agency staff have conducted a comprehensive systematic review of the 
published medical literature on condoms and STDs, Given the enormous scope of this 
effort, we have just completed this literature review and are now looking at how the 
results from this review might impact condom labeling. 

Based on the review of the current condom literature, CDRH has developed a 
regulatory plan to provide condom users with a consistent labeling message about 
STDs and the protection they should expect from condom use. FDA is preparing new 
guidance on condom labeling to address these issues, with the target of publishing that 
guidance as a draft for public comment later this year. FDA also anticipates proposing 
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to amend the classification regulations for condoms, to make such labeling guidance a 
special control for condoms. 

NEW TECHNOLOGIES TO HELP DETECT AND PREVENT HPV INFECTION 

In 2004, the American Cancer Society estimates that 10,520 women will be diagnosed 
with cervical cancer and 3,900 women will die from it. However, with proper screening, 
cervical cancer is avoidable and, if caught early, curable. Regular cervical cancer 
screening for all sexually active women and treatment of precancerous lesions remains 
the key strategy to prevent cervical cancer.^ 

FDA is committed to help bring safe and effective technologies to the market quickly. 

As noted in the testimony of CDC and NIH, there are many strains of HPV. In 1995, 
FDA approved the first DNA test for detection of HPV. In 1999, we approved an 
improved version of the test, the HC2 High-Risk HPV DNA Test, which can identify 13 
of the most frequently occurring high-risk types of HPV associated with the 
development of cervical cancer. On March 31, 2003, the Agency approved expanded 
use of this test, so it now can now be used, in conjunction with a Pap test, for screening 
women over the age of 30. In addition, since the mid-1990s, FDA has reviewed and 
approved several automated and computerized systems to allow for better slide 


^ January 2004 “Report to Congress: Prevention of Genital Human Papillomavirus Infection/’ prepared by 
the Centers for Disease Control and Prevention. 
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preparation and more rapid screening of Pap tests. These devices are now widely used 
in clinical laboratories to aid in Pap test screening. 

in addition, FDA's Center for Biologies Evaluation and Research (CBER) is currently 
working with manufacturers to bring preventive HPV vaccines to market. CBER 
convened an FDA Vaccines and Related Biological Products Advisory Committee 
meeting, in November 2001 , to address endpoints for HPV vaccine efficacy trials. 

CBER staff have also presented at WHO meetings on HPV vaccine development, 
where the focus was also cervical cancer-related indications. Currently, CBER has a 
number of investigational new drug applications (INDs) for vaccines for the prevention 
of HPV infection, several of which are in advanced clinical development. 

In addition to efforts directed at HPV infection, treatment of cervical cancer is a very 
active field for clinical research and several novel technologies are currently being 
applied for the treatment of this disease. CBER has more than a dozen INDs under 
review, for treatment of cervical cancer. 

CONCLUSION 

P.L. 106-554 directs FDA to look at condom labeling, not only with respect to their 
"overall effectiveness" in preventing STDs, but also with respect to their “lack of 
effectiveness.” Since we have completed our literature review, we are exploring new 
opportunities to best inform condom users about important limitations of the device. 
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FDA is working to present a balanced view of the risks and benefits in condom labeling, 
being careful to neither encourage device use in circumstances where it may not be 
medically appropriate, nor to discourage device use in circumstances where it is. 

Mr. Chairman, I want to reiterate that FDA is committed to monitoring closely the body 
of scientific evidence relating to the degree to which male condoms provide protection 
from HPV, HPV-related disease, and other STDs. We will continue to exercise our 
regulatory responsibilities appropriately in accordance with the best available science. I 
am happy to answer any questions you might have. 


FDA Implementation of PL 106-554 
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Mr. SOUDER. Thank you. 

I wanted to start with Dr. Thompson at GDC. Could you put the 
first chart back up again? 

What do you estimate would be the number of women with ab- 
normal Pap smears who require invasive treatment? Do you have 
any idea? You have high risk, general infections, the diagnosis, but 
do you have any idea of the number of women with abnormal Pap 
smears who require invasive treatment? 

Dr. Thompson. Certainly. Virtually any woman with an abnor- 
mal Pap smear certainly requires medical attention. How many of 
those will require invasive treatment versus observational treat- 
ment and other types of treatment I would not be able to speculate 
on, although there might be some knowledge of that with my col- 
leagues from the National Cancer Institute. 

Mr. SouDER. Do you have any idea of that? 

Dr. Trimble. Our surveillance methods do not capture pre- 
invasive disease very well, so our best sources cannot give you in- 
formation. 

Mr. SouDER. Obviously, a cancer diagnosis is very severe. Part 
of the question is in how much we stress things related to HPV. 
In the category that I just was referring to, as far as invasive treat- 
ment, can that be painful, when somebody is doing that? In other 
words, is that something you would rather not have, presumably? 
In other words, we definitely don’t want to get death, but what I 
am trying to say here, because this is a sexually transmitted dis- 
ease that many people don’t talk about or aren’t familiar with, and 
we are looking at cervical cancer and you say, well, that is very ex- 
treme. But how hard we hit prevention is like are there a larger 
group of people even more than 12,000, and 4,000 who are exposed 
to invasive procedures that could in fact be painful, and we don’t 
even know the number of them. So we don’t even know the scope 
of the problem of what we have to prevent. Because we are not try- 
ing to just prevent cancer if in fact there are other painful things 
that could be avoided. 

Dr. Thompson. I would not disagree with that at all. The impor- 
tant message that the chart is intended to convey is that two of 
those bars should not appear at all. We can prevent virtually all 
cervical cancer, and almost any cervical cancer death represents a 
failure of the system. 

Mr. SouDER. But the sole goal isn’t to prevent cancer, because, 
while we want to prevent cancer, and obviously saving life is a pri- 
mary, that would be, like I mentioned earlier, when we deal with 
a narcotics issue, is saying our sole goal is to prevent overdose 
deaths of heroin, as opposed to merely somebody who beats his 
wife, has other kinds of problems related to heroin. The problem 
with HPV is beyond just cervical cancer, it is a huge problem that 
we need to address, but it has somewhat of a difference here, how 
we focus on prevention as opposed to just treatment. Are those 
numbers just available or you just don’t know them? 

Dr. Trimble. We have no national surveillance system for cap- 
turing the number of Pap smears done each year in the United 
States. The data that Dr. Thompson cited is based on a telephone 
survey, so it was restricted, obviously, to women with telephones. 
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So we don’t know for sure the number of Pap smears done each 
year in the United States. 

Mr. SOUDER. So you don’t know how many abnormal either? 

Dr. Trimble. We can estimate it based on some large samples. 
We know that, obviously for women who undergo a Pap smear, it 
is an uncomfortable procedure, as I think any woman in this room 
would be able to tell you. Women who are found to have an abnor- 
mal Pap smear then will undergo a repeat gynecological examina- 
tion and colposcopy, which is uncomfortable, and can be painful if 
biopsies are taken. But I can’t tell you the number of, let us say, 
colposcopies done each year in the United States; there is no data 
source for that. 

Mr. SouDER. Obviously, I have had a number of friends who 
would have preferred not to have gone through that procedure; not 
necessarily related to HPV, but there are other things here other 
than just the final stages that we prefer to avoid if we can. 

And given that premise, I also wanted to ask Dr. Thompson, how 
do you see the GDC, then, proceeding with HPV prevention, both 
to avoid the ones you have on the chart and also this probably 
much larger interim group that has precancerous lesions and other 
things that need to be treated? 

Dr. Thompson. Well, we have a number of activities, some of 
which are already underway, and others will be guided now by 
some of the findings that we have made from this new report. I 
think as the report reflects, there is a need to educate providers 
more about some of the things that we have learned in this report. 
There is a need to educate the public to a greater degree about 
human papillomavirus, its relationship to cervical cancer, and the 
fact that it does require a variety of followup measures such as Pap 
smear screening; but, in addition, it can be prevented by certain be- 
havioral decisions if the person chooses to make those decisions. 
And we are in the process of, in some cases, already reflecting in 
our documents for the public this new information. The other cases 
we are in the process now of gathering information about people’s 
current knowledge so we can tailor messages to that current knowl- 
edge and so we can deliver it in ways that people will understand 
it and take it to heart. 

Mr. SouDER. Several members here referred, in a kind of a side 
comment way, to this, and so I wanted to clarify this question in 
a number of ways. The CDC HPV prevention report claimed that 
“The use of condoms may reduce the risk of cervical cancer.” The 
first part of this question is how many of the studies on HPV 
showed that there was a possible reduction in cervical cancer? 

Dr. Thompson. There were three studies that were identified, 
among the published studies, that addressed this particular issue, 
and of those, if my recollection is correct, five identified a reduction 
in the risk of cervical cancer that was associated with consistent 
condom use, or at least with condom use as best it was measured 
by the survey. Of those five, two were statistically significant. So 
you have some statistically significant findings and a definite trend 
in all of the studies. 

Mr. SouDER. I missed what you said. There were five? 
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Dr. Thompson. I have been corrected, there were nine. And of 
those, seven showed positive results, but only two of those were 
statistically significant. 

Mr. SouDER. And when you say statistically significant, at what 
range, minimal significance or very statistically significant? 

Dr. Thompson. The typical study value that we use, and I can’t 
speak to these in particular, is at the 95 percent confidence level. 

Mr. SouDER. Ninety-five percent confidence level, which would be 
5 percent deviation. And then how significant was that 95 percent? 
In other words, you are confident that there was a statistical dif- 
ferential. Was it like a 1 percent difference or two? We heard ear- 
lier, when we were talking about the abstinence education, that it 
was statistically significant, and it was also a 30 percent differen- 
tial between those who signed the pledge and not. So there are two 
parts. The statistical question is statistically significant; and then 
now that we have granted a statistically significant, was it a major, 
minor? 

Dr. Thompson. How large was the difference itself? 

Mr. SouDER. Yes. 

Dr. Thompson. In some cases the difference was small; in other 
cases the difference was relatively large and it showed a pretty 
substantial preventive impact. 

Mr. SouDER. OK, if you can give us maybe some followup data. 

Dr. Thompson. If you would like the exact numbers, we can pro- 
vide you those in followup. 

Mr. SouDER. I just need it for the record. 

Of those who were found, what proportion of the women and 
girls are likely to require treatment for precancerous? You don’t 
necessarily have that in those studies or do you have that? 

Dr. Thompson. If you would clarify just a little bit what you are 
asking. Of the women in the studies how many required additional 
followup and treatment? 

Mr. SouDER. Yes. 

Dr. Thompson. We don’t have that information. 

Mr. SouDER. You don’t have that. That is what we were talking 
about earlier. Is there any evidence that the women who use 
condoms do not develop cervical cancer? 

Dr. Thompson. Yes. In the studies I just referred to, that was 
the end point that was being evaluated, cervical cancer. 

Mr. SouDER. And we have already addressed are there other 
threats to that. 

I heard the discussion both in the written testimony and your 
verbal that you are working toward things, but I wanted to make 
sure that it is in the record. I ask it to Dr. Schultz. Is there cur- 
rently an effective vaccine to prevent HPV infection or cervical can- 
cer? 

Dr. Schultz. Not to the best of my knowledge. But there may 
be other people who are more able to answer that question. 

Mr. SoUDER. Dr. Trimble. 

Dr. Trimble. The Merck Corp. has presented the results of a 
phase 3 randomized trial demonstrating that they were able to pre- 
vent infection with HPV-16. So that was a prophylactic trial tar- 
geted at one of the subtypes, the subtype which is the most com- 
mon cause of cervical cancer. 
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Mr. SouDER. So it is being developed, but it is not on the market. 

Dr. Trimble. Right. The study has been published. They are cur- 
rently studying a multivalent vaccine targeting additional three 
subtypes to HPV-16, but my understanding is nowhere in the 
world is there an HPV vaccine that is licensed and on the market. 

Mr. SoUDER. How many subtypes are there? 

Dr. Trimble. There are more than 100 subtypes of HPV. 

Mr. SouDER. So if this vaccine were effective, it would address, 
potentially, three of them. 

Dr. Trimble. Four, actually. It is HPV-16 and 18, which are the 
most common cancer-causing viruses, as well as 6 and 11, which 
are most commonly associated with genital warts but not cancer. 

Mr. SouDER. Is there currently a microbicide that is available 
that would prevent transmission of HPV? 

Dr. Trimble. Not to my knowledge. 

Dr. Thompson. There is not one currently licensed for use. 

Mr. SoUDER. Dr. Schultz, you agree with that? 

Dr. Schultz. I would agree that there is nothing currently indi- 
cated for the prevention of that disease. 

Mr. SouDER. Do you believe condoms provide complete protec- 
tion? 

Dr. Schultz. No, I don’t think they provide complete protection. 
I think a lot of people have addressed that question, and we would 
agree that they provide some protection, but not complete protec- 
tion. 

Mr. SoUDER. Do you agree with that. Dr. Trimble? 

Dr. Trimble. Yes, we concur with the CDC’s review of the issue. 

Mr. SouDER. I was a little confused, and I want to make sure be- 
cause, Dr. Schultz, in your testimony you used “appear” and other 
things that were less decisive, and my understanding from your 
testimony, our current guidance recommends that the package in- 
sert for condoms contain the following statement: “If used properly, 
latex condoms will help reduce the risk of transmission of HIV in- 
fection and many other sexually transmitted diseases, including” 
and then you list about seven. Does that FDA guidance for condom 
labeling contradict the FDA scientific studies for this reason: that 
earlier you also said that some of the studies on STDs, I think it 
was the statement before that, were inconclusive? So if the studies 
are inconclusive, why would you list some of them as far as that 
it will help? 

Dr. Schultz. I think the answer is that when those statements 
were formulated, we had a certain body of data to look at. I think 
what we have tried to do, again, over the last 3 years, along with 
our colleagues in the other agencies, is to examine that data more 
closely, which is why we are currently engaged in the effort that 
we are, to see about ways to improve that labeling. So I am not 
sure I can answer your question any better than that, but I think 
that we believe that the statements do have some value. We think 
that there are better ways and more informative ways to provide 
that information. 

Mr. SoUDER. Because, at a minimum, anything beyond “may” 
seems a pretty big stretch at this point. Would you agree? 

Dr. Schultz. I think that there are some areas where the word 
“may” is a stronger may, and then there are some areas where the 
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word “may” is probably a weaker may. And, again, I think that is 
our goal, is to try to see if we can do a better job differentiating 
between those and providing, again, more informative information 
to the user. 

Mr. SOUDER. I wanted to clarify for myself; I think Mr. 
Cummings isn’t here right now. Did I understand you to say. Dr. 
Thompson, that over 50 percent of the cervical cancer cases were 
minority? 

Dr. Thompson. No. No, what I said, that in CDC’s Breast and 
Cervical Cancer Screening Program, which is aimed primarily at 
under-insured and uninsured women, where you will find a lot of 
minorities, that approximately half the women served by that pro- 
gram are racial and ethnic minorities. We do not have figures, at 
least at hand, and I am not sure we have them at all, as to what 
percentage of the women found to have cervical cancer or cervical 
cancer precursors in that program are minorities and which are 
not. We can get those figures for you, but I would caution that 
since this is a safety net program, meant only to serve those 
women who have no other source of cervical cancer screening, that 
it is not going to reflect the larger U.S. population. 

Mr. SouDER. What would be interesting is if a percentage is 40 
percent African-American is the rate of cervical cancer higher than 
40 percent. In other words, do they have a rate proportionate to the 
number of people being served that are disproportionately hitting 
certain communities, because that would suggest where we have to 
do outreach targeting. Not that there wouldn’t be a higher inci- 
dence in the population as a whole, but what is the incidence rela- 
tion to their proportion of the people being screened? 

Dr. Thompson. These figures do exist, and, if you would like, we 
will provide you with those. 

Mr. SoUDER. I think that would be helpful for the committee. 

Dr. Schultz, in the labeling, which is one of the reasons, if not 
the primary reason, we are having this hearing, because some of 
us have been concerned, why has it taken so long? It has been 
nearly 4 years since we first passed legislation in Congress; there 
have been lots of studies coming that we do all kinds of labeling 
things that we put on, and then if additional information comes, 
you might have to adjust it. But there seems to be a certain body 
of information that has been here and it has been 4 years since we 
passed the act. Why has this taken so long? 

Dr. Schultz. I think that is a fair question, and I think that the 
best answer that I can give you, Mr. Chairman, is that we felt that 
this was a very important request and something that we needed 
to pay careful attention to. I think what we have heard today, and 
as is included in all of our testimony, there have been a number 
of studies, a number of meetings, a number of interactions that 
have occurred in those 3 years. We are certainly committed to look- 
ing at this and making the requisite changes, but we felt that our 
first responsibility was to attempt to gather the information and do 
it in a systemic and comprehensive way. So I would agree with 
your statement. I think that we have done that now, and our plans 
are to move ahead. 

Mr. SouDER. Well, I don’t pretend to be as informed on these 
subjects as Dr. Coburn and Dr. Weldon, who were very active in 
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this original piece of legislation, though I supported their efforts. 
One does 200 and one may do 4 Pap smears. I do zero. So I don’t 
intend to be somebody who is expert on it, but I find it frustrating 
when people are dying and many others are going through painful 
treatments, and others are getting diseases they are going to have 
the rest of their life, it takes 4 years to respond, when we have 
many other labeling type requests that also are very complicated, 
that required lots of research, that are very delicate, that are politi- 
cally controversial, but seem to move faster than 4 years. 

And one thing I would like for our record, you said there were 
meetings, there were different processes. We would like that for the 
record. We are an oversight committee. Part of our job is very spe- 
cific. This committee is supposed to see that the laws of Congress 
are enforced by the executive branch. There was a time period that 
allowed the development of the studies, but that, to be generous, 
would be probably 2 years, not 4 years. And we want to see this 
move forward, but we would also like to see the evidence, as we 
have asked of the last administration, when we had lots of conflicts 
as a Republican. But also as a Republican administration, we want 
to see the evidence that the meetings took place, what they were, 
when they were, and why this process is taking so long. 

Would any of you like to hear anything here? Because I am going 
to go vote and then we will be back, and I know Mr. Cummings 
is planning to be back too. Anything you would like to add? 

With that, I am going to assume that we are done with this 
panel, and we will move to the panel. If Mr. Cummings, when he 
comes back, has any questions, if you could remain. 

Just a second, let me find out how many votes there are before 
I ask you to do that. 

I think, since he is not here, we are going to go ahead and dis- 
miss, because we have three votes, so it will be quite a while. 
Thank you very much for coming. He will submit any written ques- 
tions, Mr. Waxman and any of the other Members who do. Thank 
you for your time. 

[Recess.] 

Mr. SouDER. The subcommittee now stands reconvened. 

And if the third panel will come forth. Dr. Tom Coburn, a former 
Member of Congress, from Muskogee, OK; Dr. Freda Bush from 
Jackson, MS; Dr. John Cox from Santa Barbara, CA; Dr. Barbara 
Meeker from Traverse City, MI; Dr. Jonathan Zenilman from Balti- 
more, MD. 

I am going to briefly recess the subcommittee again. 

[Recess.] 

Mr. SouDER. The subcommittee is reconvened. 

If you could each stand and raise your right hand. 

[Witnesses sworn.] 

Mr. SouDER. Let the record show that each of the witnesses re- 
sponded in the affirmative. 

I thank you each for coming, and if I can again say for the 
record, in addition to Dr. Coburn from Muskogee, OK; Dr. Bush 
from Jackson, MS; Dr. Cox from Santa Barbara, CA; Dr. Meeker 
from Traverse City, MI; and Dr. Zenilman from Baltimore, MD. We 
thank each of you for coming and participating in our discussion 
today, and we will start with Dr. Coburn. 
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STATEMENTS OF TOM A. COBURN, M.D., MUSKOGEE, OK; 

FREDA BUSH, M.D., FACOG, JACKSON, MS; JOHN THOMAS 

COX, M.D., SANTA CLARA, CA; MARGARET MEEKER, M.D., 

TRAVERSE CITY, MI; AND JONATHAN M. ZENILMAN, M.D., 

BALTIMORE, MD 

Dr. Coburn. Mr. Chairman, thank you. I need to make some cor- 
rections. I am not a member of the American Academy of 
Otorhinolaryngology, but the American Academy of 
Otorhinolaryngolic Allergy. And I need to make that correction. 

I am happy to be here. I am going to summarize my testimony 
and ask that my written testimony be made part of the record. 

This is a disease that is very dear to my heart. I have delivered 
in excess of 3,500 babies, close to 4,000. I have handled every com- 
plication of sexually transmitted disease there can be, and there is 
no question that we have an uncontrolled epidemic in this country, 
worse now than when this bill was offered, and it is not being dealt 
with appropriately by the Government and the agencies in regard 
to that. 

And I want to just describe an 18-year-old girl this last month 
who came in for treatment from me who has had one sexual part- 
ner. It hasn’t been 10 or 15 years since she was exposed to this 
virus, she became sexually active at the age of 16. And through her 
testing and Pap smear, she ended up losing a good portion of her 
cervix to prevent her from having invasive cancer. That is not the 
end of the story, because what in fact it will do is decrease her like- 
lihood of ever achieving a pregnancy, and, if she does achieve a 
pregnancy, increase the likelihood of pre-term delivery, which the 
average pre-term delivery in this country now costs us as a Nation 
about $200,000. So this disease is not without consequences. 

I think it is also very important that we not just limit it to the 
sexually transmitted disease aspect of it, because there is a new 
study out just this year. Twenty to 25 percent of all head and neck 
cancers now are associated with this virus, can be directly associ- 
ated with exposure of this virus. Rectal carcinoma, especially in the 
gay population, is 100 percent attributable to this virus. So there 
is tremendous costs associated with this virus that we need to look 
at and ask why the Government hasn’t responded in the way it 
should in terms of prevention. 

And I also interestingly note, and I think this is part of the cul- 
ture that needs to be looked at, when we hear the GDC mentioned, 
we don’t ever hear the complete name of the CDC mentioned any- 
more; it is the Center for Disease Control. We heard Dr. Thompson, 
who I have a great deal of respect for, but the fact is the Center 
for Disease Control is not their name. It is the Center for Disease 
Control and Prevention. And although they dropped the name of 
Prevention, in this case they dropped that aspect of the responsibil- 
ity, because they failed miserably in terms of the prevention of this 
disease. 

I also would make a couple comments outside of my written testi- 
mony. We heard several times today about statistically significant 
reduction in cancer of the cervix associated with condoms. There 
are 20 studies in that. Two may show, and the word is “may”; it 
is not does, it is not “is,” it is not “will”, it is may show a reduction. 
There are 15 that statistically say there is no reduction in cervical 
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cancer. So it is important to have a balanced look. There are two 
that may show a reduction. 

The other thing that I would say is what Congresswoman Norton 
had to say is right on. We need access for the women in this coun- 
try to make sure they are screened. There is no question about 
that. And there is no question that the minority population has the 
greatest risk for not being screened. Of the two cancers of the cer- 
vix in my practice in the last 2 years who have gone on to die were 
both minority women who presented late with an advanced stage 
of the disease. 

Finally, I would make a point that the CDC did not address. 
There is over 1.350 million procedures done every year in this 
country for cervical dysplasia, and that ranges all the way from 
just doing a simple microscopic exam with biopsies of the uterine 
cervix, to cryotherapy, to laser surgery, to what we call leap elec- 
trical excision, to hysterectomy. And those aren’t even counted in 
the numbers that the CDC are looking at. So the minimum we are 
spending, the minimum we are spending in this country on this 
disease on a gynecological aspect is $3 billion. That doesn’t have 
anything to do with all the late stage carcinoma of the vulva, which 
is out there that CDC isn’t following. Nobody is looking at a young 
lady who gets treated by HPV and then 35 years later ends up 
with a carcinoma of the vulva, of the reproductive system; and no- 
body has gone back and nobody has looked forward to see what 
that cost is. So if you look at the overall cost of what we are paying 
in terms of health care dollars for the lack of prevention for HPV, 
what we see is a cost greater than what HIV is costing this Nation; 
and we ought to talk about it frankly. 

And then the final point that I would make, as my time is just 
about out, is our young people aren’t stupid. They may make im- 
mature decisions, they may make wrong decisions, but to say we 
should not give them every bit of information about this disease, 
and to say that a condom shouldn’t be labeled appropriately to 
warn them that this will not protect them, and the fact that a 
condom, in the best hands of an adolescent, fails about 13 to 20 
percent of the time for pregnancy, so it is not a cure-all that we 
hear so blatantly stated; and in terms of sexually transmitted dis- 
ease it is even less than that, of many of the other diseases. 

So I would like to see the committee look at the total aspect of 
this disease, also to follow the public law that I authored before I 
left Congress, and to hold accountable the CDC and the FDA. To 
think that the FDA may not, and I thought it was very peculiar. 
I thought may meant may, I didn’t know may meant strong or soft 
or weak. I thought may meant may. And the fact is condoms do not 
offer significant protection against this virus, and the packaging 
ought to label it, because our children have a right to know. If they 
want to make a bad decision, they will. And I routinely advise pa- 
tients in my practice that if they are going to be sexually active, 
and if they are going to be outside of monogamous relationships, 
they ought to always use a condom. I am not anti-condom, but I 
am pro-truth and pro-science. And this isn’t a bias, this is inter- 
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rupting a health pattern that costs us dearly, impacts lives tremen- 
dously, and the social and emotional costs of this disease cannot he 
measured. 

And with that I thank you. 

[The prepared statement of Dr. Coburn follows:] 
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Chairman Souder, Ranking Member Cummings, distinguished members of the 
Subcommittee, I am grateful for the opportunity to address the Subcommittee regarding 
cervical cancer and human papillomavirus (HPV). I commend the Subcommittee for its 
continued efforts to promote awareness about HPV and cervical cancer. 


Observations from Mv Medical Practice 

I am a practicing physician and a member of the American Academy of Family 
Physicians and the American Academy of Otorhinolaryngology. I have been practicing 
medicine for 18 years. My patients represent a broad segments of the population, 
including those covered under Medicaid and Medicare. 

During my nearly two decades treating patients I have seen an every growing 
number affected by sexually transmitted diseases. In particular, I have been performing 
an increasing number of procedures to treat HPV infection. 

I want to relate to you the story of one recent patient of mine. She is an 18-year- 
old girl who has had only one sexual partner. She is now infected with HPV. To prevent 
the onset of invasive cervical cancer, a large portion of this young girl’s cervix had to be 
removed. As a result she is less likely to be able to become pregnant in the future and 
more likely to have a premature infant if she does become pregnant. And despite already 
undergoing invasive treatment, she remains at risk for future complications and additional 
surgeries. 

This girl and the others that 1 am caring for every day in my medical practice are 
the real faces of those affected by HPV. What we are confronting is not an isolated 
epidemic. 


The National HPV Epidemic 

HPV is the most common sexually transmitted disease in the United States. 
About 24 million Americans are currently infected with HPV according to the National 
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Lancer Insuiule and an eslimaied 6.5 million Americans become inlecled with HPV 
every year. With 4.6 million of these HPV infections acquired by those aged 1 5 to 24, 
HPV accounts for over half of all new sexually transmitted diseases among young 
Americans. On March 8, 2004, researchers from the Colorado Health Sciences Center 
reported that more than 30 percent of women in a recent study were found to be infected 
with a strain of HPV linked to cervical and anal cancer. In comparison, 1 8.7 percent of 
men carried HPV-16, one of 10 high-risk strains of the virus. 

Over 1,350,000 women will have invasive procedures each year just to assess the 
status of their abnormal pap smears secondary to HPV. According to the American 
Cancer Society, every year over 12,000 new cases of invasive cervical cancer are 
diagnosed and more than 4,000 women die of the disease. And non-invasive cervical 
cancer is estimated to be four times as widespread as the invasive type. 

HPV is also associated with oral cancer, cancers of the vagina, penis, anus, head 
and neck, more than one million pre-cancerous lesions, and genital warts. In addition, 
HPV has been detected in some prostate tumors. An infected mother may transmit HPV 
to her newborn with affected children facing prolonged, difficult treatment for respiratory 
papillomatosis. 


Federal Health Agencies Ignore Scientific Data 

During my tenure in Congress (1995- 2001), I heard from other practicing 
physicians all across the nation confronting the same epidemic of HPV and other STDs 
that 1 was seeing in my own medical practice. Few of my patients with HPV, or the 
patients of my colleagues, had ever heard of the virus and were unaware of its health 
risks. 


A growing library of scientific data demonstrated that HPV was linked to a 
number of serious health conditions, with over 99 percent of all cervical cancers 
associated with HPV infection. 

Likewise, scientific data concluded that condoms provided no protection against 
HPV infection. "Behaviors such as beginning sexual intercourse at an early age— 
especially age 16 or younger- and having many sexual partners increase the chance that 
a woman will develop an HPV infection in the cervix,” according to the National Cancer 
Institute. Those with multiple sexual partners or who had partners with multiple sexual 
partners enhance their risk for pervasive HPV infection by increasing the likelihood of 
exposure to HPV, as well as repeated exposure and re-infection, regardless of condom 
use. 


Therefore, those who chose to have multiple sexual partners believing they were 
being protected by following the advice of the Centers for Disease Control and 
Prevention (CDC) to use condoms, were actually placing themselves and their partners at 
increased risk for HPV infection. 
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Studies had indicated for years that promiscuity was associated with cervical 
cancer and that contrary to CDC dogma, condoms did not protect against the cervical 
cancer virus. Then an April 1-3,1 996 National Institutes of Health Consensus 
Development Conference Statement on Cervical Cancer stated “Primary prevention of 
HPV infection will require (1) directing education efforts toward adolescents and health 
care providers regarding the strong causal link between acquisition of HPV as a sexually 
transmitted disease and development of cervical cancer and its precursors, (2) 
encouraging delayed onset of sexual intercourse, (3) developing an effective prophylactic 
vaccine, and (4) developing effective vaginal microbicides. The data on the use of barrier 
methods of contraception to prevent the spread of HPV is controversial but does not 
support this as an effective method of prevention.” 

Regardless of these scientific findings and recommendations, the CDC ignored 
the NIH consensus statement and continued to focus almost exclusively on promoting 
condom use and regular PAP tests. 

As a family physician/obstetrician, I cannot understate the importance of regular 
PAP test for women and I support federal efforts that encourage and provide access to 
such tests. 

As an HPV prevention message, however, this approach was designed to fail, as it 
has. Promoting condom use did nothing to control the rampant spread of HPV since 
condoms cannot prevent HPV infection. PAP tests and treatment certainly are 
responsible for the dramatic decline in cervical cancer deaths, but likewise do not and 
cannot prevent HPV infection. CDC has confused disease management with disease 
prevention. 

Treatment is often invasive, unpleasant, and costly and does not preclude the 
necessity for additional treatments or adverse side effects. 

Cervical cancer is treated using surgery, radiation and chemotherapy; sometimes 
two or more methods are used. The most common types of surgery include cryosurgery, 
laser surgery, cone biopsy, simple hysterectomy, radical hysterectomy and pelvis lymph 
node dissection, and pelvic exenteration. Radiation therapy may involve external 
radiation or internal radiation (radioactive materials implanted in the tumor). 

Treatment for cervical dysplasia — a premalignant or precancerous change in the 
cells of the cervix that may progress to cancer — include surgery, cone biopsy, 
cryosurgery, laser surgery, and electrosurgery. 

The direct medical cost of treating a patient with cervical cancer is $9,200 to 
$13,360, while surgery to remove a precancerous lesion is $1,100 to $4,360. The 
financial burden of HPV in the U.S. has been estimated to range from $1.6 billion to $6 
billion annually, making HPV one of the most costly sexually transmitted diseases after 
HIV/AIDS. 
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It is a cruel distortion of the word “prevention” to tell women and young girls that 
the tremendous physical, emotional and financial costs of treatment for HPV infection arc 
a cost worth bearing as a consequence of federal health agencies intentional distortion 
and cover-up of scientific data related to HPV. 

Armed with personal stories of women suffering the physical and emotional 
consequences of HPV infection from ray oivn medical practice and supported by the best 
available scientific data, I repeatedly asked the CDC and the Food and Drug 
Administration (FDA) to take action to educate the public about HPV. Yet both CDC 
and FDA continued to maintain that condoms do prevent HPV or that perhaps more 
research was necessary to determine what level of protection condoms do provide. 

In a February 19, 1999 letter to the House Commerce Committee on which I 
served. Dr. Richard D. Klausner, then-Director of the National Cancer Institute (NCI), 
stated, “condoms are ineffective against HPV.” The science in this regard is so clear that 
Dr. Klausner concluded “additional research efforts by NCI on the effectiveness of 
condoms in preventing HPV transmission are not warranted.” 

On March 16, 1999, the House Commerce Committee’s Subcommittee on Health 
and the Environment held a hearing a hearing entitled “Women’s Health: Raising 
Awareness of Cervical Cancer.” At this hearing, CDC continued to argue that condom 
use does protect against HPV. When asked in a follow up letter to NCI to “explain the 
difference in conclusions made by CDC and NCI,” Dr. Douglas Lowy, Deputy Director 
of NCI’s Division of Basic Sciences, explained that “the NCI conclusion that condoms 
are ineffective against HPV infection is based on the results of several long term studies 
that have failed to show that barrier contraceptives prevent cervical HPV infection, 
dysplasia, or cancer.” NCI provided a number of published studies to support this lack of 
protection but was unable to explain CDC’s claims, suggesting that perhaps CDC had 
confused HPV with HIV. 

When the expert testimony of the Nation’s premier health agency and published 
scientific data still failed to convince CDC and FDA that condoms do not protect against 
HPV, I asked Dr. Klausner to convene a panel of experts to review the available data and 
issue a consensus statement. On June 12-13, 2000, in Herndon, Virginia, representatives 
from the National Institute of Allergy and Infectious Diseases, FDA, CDC and the U.S. 
Agency for International Development gathered to evaluate the published data on latex 
condoms and STD prevention. 

The panel’s report entitled “Scientific Evidence on Condom Effectiveness for 
Sexually Transmitted Disease (STD) Prevention” issued in April 2001 “concluded that 
there was no evidence that condom use reduced the risk of HPV infection.” The panel, 
furthermore, found that based on a meta-analysis of published studies, condoms could 
reduce the risk of HIV infection for men and women and the risk of gonorrhea for men 
only. In regards to the remaining STDs, the panel concluded “there was insufficient 
evidence from the epidemiological studies on these diseases to draw definite conclusions 
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about the effectiveness of the latex male condom in reducing the transmission of these 
diseases.” i i 

Yet a month after the release of the panel’s report, the CDC website posted a fact 
sheet entitled “Condoms and Their Use in Preventing HIV and Other STDs” that read 
“The correct and consistent use of latex condoms during sexual intercourse- vaginal, anal, 
or oral- can greatly reduce a person’s risk of acquiring or transmitting most STDs, 
including HIV infection, gonorrhea, chlamydia, trichomonas, human papilloma virus 
infection (HPV), and hepatitis B.” 


The Passage of a Federal HPV Law 

With my pleas ignored, I authored legislation directing the CDC and FDA to take 
actions to educate the public with “medically accurate information” about HPV. I was 
disappointed when groups that claimed to advocate for women’s health, such as the 
American College of Obstetricians and Gynecologists (ACOG), opposed my proposal 
and fought to keep the public misinformed about HPV. 

The HPV law was approved by Congress as a component of the Consolidated 
Appropriations Act of 2001 and became Public Law 106-554 with the signature of 
President Bill Clinton on December 21, 2000. In a Statement of Administration policy, 
President Clinton stated, “The Administration supports the goal of better informing the 
public about HPV and the fact that the use of condoms may not fully prevent HPV 
transmission.” 

The law directed CDC to develop a report outlining the “best strategies to prevent 
ftiture infections, based on the available science.” CDC was also directed to conduct a 
number of studies to determine the prevalence of specific types of HPV infection in 
various regions of the U.S., the impact of HPV diagnosis on patients, the level of HPV 
knowledge of physicians and the public. Upon the completion of these studies, CDC is to 
“develop and disseminate educational materials for the public and health care providers 
regarding HPV and its impact and prevention.” 

The law directs the FDA to “reexamine existing condom labels ... to determine 
whether the labels are medically accurate regarding the overall effectiveness or lack of 
effectiveness of condoms in preventing sexually transmitted diseases, including HPV.” 

Finally, the law requires that all educational and prevention material printed by 
the Department of Health and Human Services (HHS), CDC, FDA, and other FIHS 
agencies, contractors, grantees and subgrantees “that are specifically designed to address 
STDs including HPV shall contain medically accurate information regarding the 
effectiveness or lack of effectiveness of condoms in preventing the STD the materials are 
designed to address.” 
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fciiactmenl of the Law 


1 quickly learned that it would require more than passing a law to convince CDC 
and FDA to take action to educate the public about HPV, 

The law is clear that the CDC and other government agencies and partners must 
provide “medically accurate information regarding the effectiveness or lack of 
effectiveness of condoms” in preventing HPV and other sexually transmitted diseases. 
Yet in a July 2001 “Dear Colleague” letter to its partners, the CDC issued inaccurate 
information regarding the effectiveness of condoms. The CDC stated “epidemiological 
studies have generally not demonstrated an association between condom use and the risk 
of HPV infection, but these studies are inconclusive because of limitations in how they 
were designed. Again, these limitations would generally lead to an underestimation of 
the protective effect.” The inaccurate claim that studies are “inconclusive” is repeated 
several times in the CDC letter. The CDC letter also provides what is labeled 
“Theoretical Basis for Protection” that claims “consistent and correct use of latex 
condoms would be expected to protect against transmission of genital ulcer diseases and 
HPV in some, but not all, instances.” This is medically inaccurate and does not reflect 
the available clinical science. 

A progress report was required to be made to Congress within a year of enactment 
of this law, which would have been December 21, 2001 . The report, dated “August 
2003,” was delivered to Congress on September 12, 2003, nearly two years overdue. 

The CDC was required by law to “develop a final report not later than three years 
after such effective date [before December 21, 2003], including a detailed summary of 
the significant findings and problems and best strategies to prevent future infections, 
based on the available science.” CDC released a timetable in September 2003 projecting 
that this report would not be released in compliance with the legally sanctioned date, but 
rather in 2007, four years after the due date set by law. 

Congress approved the HPV law precisely because federal health agencies had 
failed to educate the American public about the health risks of HPV and how it can be 
prevented and now these same agencies were continuing their cover-up of the HPV 
epidemic, now in violation of federal law. 

Because of this continued resistance, I requested the Inspector General of the 
Department of Health and Human Services “conduct a thorough investigation to 
determine why Public Law 106-554 has been both misinterpreted and largely ignored by 
CDC and the FDA and to make recommendations to ensure that these agencies 
immediately comply with the directives and intent of this law” and to “determine if 
federal agencies and organizations receiving federal funds are providing medically 
accurate information about HPV.” 
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But only after pressure was applied to CDC by this Subcommittee and other 
Congressional offices, did the agency finally issue the HPV prevention report on January 
30, 2004, a month past the deadline set by law. 

The CDC report, entitled “Report to Congress: Prevention of Human 
Papillomavirus Infection” finally acknowledges that the CDC’s long held positions on 
HPV and condoms were incorrect. Specifically, the CDC report states: 

“Because genital HPV infection is most common in men and women who have 
had multiple sex partners, abstaining from sexual activity (i.e. refraining from any 
genital contact with another individual) is the surest way to prevent infection. For 
those who choose to be sexually active, a monogamous relationship with an 
uninfected partner is the strategy most likely to prevent future genital HPV 
infections. For those who choose to be sexually active but who are not in a 
monogamous relationship, reducing the number of sexual partners and choosing a 
partner less likely to be infected may reduce the risk of genital HPV infection. . . . 

“The available scientific evidence is not sufficient to recommend condoms as a 
primary prevention strategy for the prevention of genital HPV infection. . . . 

“Regarding other possible prevention approaches, no data indicate that treatment 
of clinical lesions or use of microbicides will prevent transmission of infection.” 

The FDA has yet to act to ensure that condom labeling is medically accurate to 
reflect the lack of effectiveness of condoms in preventing HPV infection as required by 
the law. The FDA’s failure to inform consumers about the lack of effectiveness of 
condoms in preventing HPV undermines that agency’s mission of ensuring that products 
are safe and effective. 


Recommendations 


Continued oversight by this Subcommittee is essential to ensure that CDC and 
FDA fully comply with the federal HPV prevention and education law and to ensure that 
the public is given medically accurate information about HPV. 

With 4.6 million young people under the age of 25 expected to contact this 
disease, more than 4,000 women projected to die as a result of cervical cancer and up to 
$6 billion to be spent on HPV care all within a single year, turning back the HPV 
epidemic should be among the highest of CDC’s priorities. CDC must take immediate 
action to aggressively promote the findings and prevention recommendations contained 
within its January 2004 HPV prevention report. This includes promoting the value of 
delaying sexual debut and avoiding promiscuity. Recent studies have found that young 
Americans are ready to hear this message and are already choosing abstinence. The New 
York Times reported on March 7, that “More than half of all male high school students 
reported in 2001 that they were virgins, up from 39 percent in 1990.” The trends are 
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similar for female students, who are even more likely than boys to report that they are 
virgins, according to the data reported in the New York Times. 

i 

In addition to efforts to support healthy behaviors, Congress and the National 
Institutes for Health should continue to support the research and development of an 
effective HPV vaccine. 

Finally as a physician I believe that the history of stonewalling, cover-up and 
erroneous statements regarding HPV put forth by CDC and FDA over the past decade 
have compromised these agencies’ credibility and endangered the public’s health. This is 
unfortunate since so many look to these agencies for sound scientific advice and 
guidance. 

I thank this Subcommittee for its continued leadership in protecting the public’s 
health by ensuring that science is not manipulated, suppressed or distorted to advance a 
political rather than public health agenda. 


### 
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Mr. SOUDER. Thank you very much. 

Dr. Bush. 

Dr. Bush. Thank you, Mr. Chairman, for the opportunity to 
speak here today to this very important issue. I am Dr. Freda 
McKissick Bush from Jackson, MS. I have heen practicing obstet- 
rics and gynecology for the last 21 years, and I have been in wom- 
en’s health for about 35 years helping women to have positive 
childbirth experiences, because I think it is great to be a woman, 
but also helping them make good choices for their gynecologic 
health. 

Through the years, the hidden epidemic of human papillomavirus 
[HPV], has been a challenge to them achieving that ideal. HPV is 
the most prevalent of all viral sexually transmitted infections, as 
we have heard this morning, and it is estimated that 5.5 million 
women are infected by HPV every year in the United States, 3.5 
million have abnormal Pap smears; 13,400 are diagnosed with cer- 
vical cancer, and 4,100 die. 

Of the more than 100 HPV strains identified, around 35 can in- 
fect the human genital tract. Infection with benign strains that do 
not cause cancer may lead to genital warts, which may be associ- 
ated with itching, burning, or pain. In contrast, most infections 
with cancer-causing strains may have no symptoms at all. Unlike 
non-sexually transmitted viral infections such as the common cold, 
influenza, or measles, that only last a week or two, HPV infections 
can last for months, and occasionally for years. 

Recent estimates indicate that 50 to 75 percent of sexually active 
adults are HPV-positive. In general, that puts sexually active peo- 
ple at risk for HPV. This includes age at onset of sexual activity, 
at least age, less than 16 years; multiple sexual partners; sex with 
partners who engage in high-risk sexual behavior; adolescent and 
young adult females are biologically more susceptible to HPV dis- 
ease because their cervix has not yet matured. So you have young- 
er people getting infected and suffering greater consequences be- 
cause of the immaturity of their bodies. 

The incubation period between HPV infection and the develop- 
ment of genital warts ranges from 30 days to 9 months. These 
changes resulting from cancer-causing strains are usually not visi- 
ble to the naked eye. Once a person is infected, the virus persists 
for an average of 8 months. Approximately 10 to 12 percent of 
women will have persistent infections. The persistence of infection 
has been identified as a significant risk factor for the development 
of cervical dysplasia and cancer. 

With current Pap smear screening technology, it is possible to 
sort abnormal specimens into low-and high-risk categories. Pa- 
tients with high-risk types require microscopic evaluation of the 
cervix to identify the abnormal areas so that cervical biopsies can 
be obtained for pathologic evaluation. 

In the United States, more than 50 million Pap smears are eval- 
uated annually. The question was asked earlier what does this 
translate into as far as pre-cancerous lesions. According to the 
American Cancer Society, 1.2 million Pap smears have low-grade 
squamous interepithelial lesions; 300,000 have high-grade lesions. 
Sadly, 13,400 cases of cancer are diagnosed. 
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Approximately two-thirds of males whose female sexual partners 
are diagnosed with cervical dysplasia have microscopic HPV lesions 
of the penis. Infection of the penis or anus with high-risk HPV 
types predisposes these men to cancer of those organs. 

Because HPV is a viral infection, no curative treatment is avail- 
able. In 2000, a national panel was convened by NIH to investigate 
condom effectiveness. This panel found that condoms do not pro- 
vide any protection for HPV infection in females, although it may 
reduce the risk for HPV-associated diseases. Because genital warts 
and asymptomatic HPV infection may be outside the area covered 
by a condom, consistent and correct condom use leaves a significant 
chance for transmitting these and other sexual diseases. 

Obviously, the best way to prevent transmission of any sexually 
transmitted infection is to abstain from sexual intercourse outside 
a long-term mutually monogamous relationship such as marriage. 
Ad Health, the nationwide adolescent health study, found that the 
best deterrent to sexual activity among adolescents involved paren- 
tal influence, moral and religious training, community influences, 
and appropriate peer influences. 

In conclusion, HPV is a preventable disease. You must initiate 
methods to track the incidence and prevalence of disease. We must 
take steps to stop the alarming increase in this disease among 
teens and young adults. We must stop promoting methods that are 
known to have high failure rates in preventing HPV transmission, 
notably the condom, and be honest in informing young people about 
this fact. We must continue to emphasize highly effective methods 
of prevention, namely abstinence, whenever possible. 

Thank you, again, for the opportunity to continue to promote 
health. 

Mr. SOUDER. Thank you. And we will make sure that NIH, FDA, 
and GDC get your number, since they didn’t appear to have those 
numbers at a congressional hearing meant to discuss that subject, 
which was a tad frustrating. 

Dr. Bush. Yes, sir. 

Mr. SoUDER. Dr. Cox. 

Dr. Cox. My name is Tom Cox. I would like to thank you for hav- 
ing me here today. I have been a gynecologist for 30 years. I am 
the director of the Women’s Clinic at the University of California- 
Santa Barbara. For the last 16 years my primary interest has been 
in studies on the natural history of HPV and cervical cancer, and 
on the best options of prevention of cervical cancer, including writ- 
ing national guidelines for both primary screen and management. 

I had the privilege of testifying before the House Subcommittee 
on Health and the Environment on HPV in 1999, and at that time 
I mentioned the tremendous progress this country has made in re- 
ducing cervical cancer rates as a result of Pap screening. In 1949, 
the year that the Pap screening was introduced to this country, the 
2004 equivalent of 50,000 cases of cervical cancer occurred. This 
rate is 12,200 this last year and is solely, but steadily, declining. 

Since 1999, there has been a real “sea change” in cervical cancer 
screening recommendations and in management of women with ab- 
normal Pap tests. New recommendations have been issued that 
focus on detection of the cause of cervical cancer, and we all know 
that to be HPV, and not solely on the often subjective cervical cel- 
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lular changes in cytology. Improved screening and improved man- 
agement of abnormal Pap tests, and the promise of an effective vac- 
cine against the most important of the oncogenic HPV types are 
moving us toward the eventual elimination of cervical cancer. In 
the near term, better targeting of high-risk populations could 
translate into further progress in reducing cervical cancer. 

By high-risk populations, I am referring particularly to the ma- 
jority of women who get cervical cancer who have either never had 
a Pap test or have had one or more Paps, but have not had them 
at recommended intervals. A substantial commitment to under- 
standing the reasons for failure to attend screening and facilitation 
of access to health services is necessary in order to overcome these 
barriers. As far as I am concerned, this is where our focus today 
should be, because this is something we can truly do something 
about. 

Cervical cancer not infrequently strikes women of late childbear- 
ing age, disrupting families and society much more than many 
other cancers that occur with highest frequency in the elderly. The 
fact that cervical cancer can be prevented in most circumstances 
makes these deaths especially tragic. Wise investment by Govern- 
ment in a program of cervical cancer prevention is, therefore, both 
morally right and economically sound. 

As we have heard repeatedly today, infection with HPV does not 
mean a woman will eventually get cancer. The reality is that the 
vast majority of sexually active Americans will be infected with 
HPV at some point in their lives, but only a small proportion of 
women infected with HPV will see it progress to cervical cancer. 
Most commonly, the immune system suppresses or eliminates 
HPV, usually within 6 to 24 months, and although HPV must be 
present for cervical cancer to develop, the converse is not true. The 
good news is that cervical cancer is nearly entirely preventable be- 
cause the progression from pre-cancer to cancer typically takes 
years or even decades, during which time persistent infections lead- 
ing to pre-cancer can be detected by Pap screening or HPV testing, 
and subsequently treated. 

So given the complexities of the HPV-cervical cancer link, what 
are the appropriate public health messages? I would argue that 
policymakers and public health practitioners have an obligation to 
be both realistic and pragmatic. The median age for marriage in 
the United States continues to rise for both men and women. By 
2000, the median age for first marriage was 25 years for women 
and 27 years for men. The median age of puberty is 13. Throughout 
history, virginity, at least for women, until marriage has been se- 
cured primarily by either very early marriage of women, soon after 
puberty, or by sequestering women in strictly controlled separation 
of sexes until marriage. Neither option would be acceptable in this 
country; hence, 90 percent of Americans engage in sex prior to mar- 
riage. So although abstinence messages for young people make 
good sense, abstinence until marriage as the sole message is irre- 
sponsible. 

I would urge those individuals influential in making public policy 
to avoid fear-based messages that overstate the risk of HPV and 
understate the protection provided by condoms, particularly for 
other STDs, particularly for HIV. Disparaging condoms threatens 
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to undermine the tremendous progress that we have made in low- 
ering teen pregnancy rates and in reducing the risk of transmission 
of far deadlier STDs such as HIV. Instead, the most helpful public 
health message for the prevention of cervical cancer is to encourage 
women to get appropriate screening and recommended followup 
care. 

Again, thank you for the opportunity to address these issues. I 
firmly believe that the war against HPV and cervical cancer can 
and will be won in my lifetime, but it will not be won by hyperbole, 
but rather by providing the best protective cervical screening avail- 
able for all women and by providing HPV vaccines to all children 
once these vaccines become available. 

My written testimony contains additional details. I would be 
pleased to answer any questions that you may have. 

[The prepared statement of Dr. Cox follows:] 
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Statement of J. Thomas Cox, MD 
Regarding 

Hearing on Human Papillomavirus and Cervical Cancer 


Chairman Souder, members of the House Subcommittee on Criminal Justice, 
Drug Policy and Human Resources, my name is John Thomas Cox, MD. I am 
Director of the Women’s Clinic at the University of California in Santa Barbara, 
Past-Chair of the Steering Committee for the National Cancer Institute 
sponsored ASCUS/LSIL Triage Study (ALTS) and Secretary of the American 
Society of Colposcopy and Cervical Pathology. I want to express my thanks for 
providing me the opportunity to present a clinical perspective on the issues 
related to human papillomavirus and cervical health as I see it in 2004. 

Cervical cancer prevention: Where are we in 2004? 

I had the privilege of sharing information of cervical cancer screening and human 
papillomavirus at a 1999 hearing of the House Subcommittee on Health and the 
Environment. Since that time there has been a "sea change” in cervical cancer 
screening recommendations and in management of women with abnormal Pap 
tests. As a result, women in the US and, to some extent, worldwide, will benefit 
by improved recommendations that focus on detection of the cause of cervical 
cancer, HPV, and not solely on often subjective cervical cellular changes. 
However, it must be remembered that the Pap test has successfully decreased 
cervical cancer incidence approximately 1% per year over the past 26 years. 
Cervical cancers are now uncommon, the annual incidence per million women 
ranging from 8 to 14 for squamous cell cancers and from 0.7 to 2.7 for cervical 
adenocarcinoma. In 1949, the year that Pap smear screening was introduced in 
the US the 2004 equivalent of 50,000 cases of cervical cancer occurred. 
Instead, the Pap and subsequent treatment of successfully identified cervical 
cancer precursors has reduced this rate to 12,200 and is steadily declining 
yearly. Although cervical cancer has not yet been entirely eliminated in the US, it 
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is surely not an epidemic as some would lead all to believe. However, the 
potential to nearly eliminate cervipal cancer is on the near horizon. For that to 
happen, we, as educators, as policy makers, and as caregivers must work 
together, with our only interest being in the well-being of all women. This requires 
a solid commitment to appropriate education of our youth, to provision of 
resources that provide access for the best up-to-date cervical cancer screening 
for all women in the US and for provision of HPV vaccines for all children when 
they become available. We must not forget that the majority of women who get 
cervical cancer are those who have either never has a Pap test, or have had one 
or more Paps but have not had them at recommended intervals. 

Commitment to appropriate education of our youth 

HPV is the most common sexually transmitted disease in America. Seventy-five 
to 80 percent of sexually active Americans will be infected with HPV at some 
point in their lives - meaning that anyone who has ever had sexual relations has 
a high chance of being exposed to this virus. HPV is sexually transmitted and 
depending upon the location of HPV induced lesions can be transmitted despite 
consistent condom use. HPV is asymptomatic and as with most viruses, there is 
no direct treatment of the virus yet available. However, the immune system most 
commonly suppresses or eliminates HPV, with the infection usually becoming 
undetectable within 6 months to 2 years. In rare instances, persistent infection 
with certain types of HPV can cause cervical cancer. HPV must be present for 
cervical cancer to develop, however, it is critical to remember that the converse 
is not true - infection with HPV does NOT mean that a woman will eventually get 
cervical cancer. Only a small proportion of women infected with HPV will get 
cervical cancer - for cervical cancer is an uncommon consequence of HPV 
infection. However, many will use these statistics related to transmissibility and 
the connection between HPV and cervical cancer to promote abstinence until 
marriage on the basis of fear. Others will point to the high rate of spontaneous 
suppression of HPV as reassurance that the almost ubiquitous infection rate of 
HPV does not justify over-reaction and the fact that most studies show 
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decreased rates of genital warts and cervical cancer amongst women whose 
par1ner{s) consistently use condorhs. Unfortunately, fear messages based upon 
overstating the risk of HPV and understating the protection provided by condoms 
threatens to undermine the tremendous progress made to lower teen pregnancy 
and STD rates. 

What should the educational messages be? There is no question that the more 
partners one has and the earlier that one begins sexual activity, the higher the 
risk for infection with any of the sexually transmitted diseases. It is also true that 
diligent condom use does not consistently prevent HPV transmission, despite 
decreased rates of genital warts and cervical cancer noted with such use in most 
studies. So what should education be for our children if we are to best prepare 
them for their years as adults? Should we teach them that the only sure way of 
preventing all STDs is to abstain from intercourse until marriage and not discuss 
protective measures just because not all are definitively prevented? Or should 
we be realistic and pragmatic, taking into account the reality of people's lives. 
We are not just discussing the education of children but the preparation of our 
children to be adults. The median age for marriage in the US continues to rise 
for both men and women. In 1970 the median age for first marriage was 20.8 
years for women and 23.2 years for men. By 2000 these ages had risen to 25.1 
years for women and 26.8 years for men. The median age of puberty is 13. 
Throughout history, virginity {for women) until marriage has been secured 
primarily by either very early marriage of women soon after puberty, or by 
sequestering women in strictly controlled separation of the sexes until marriage. 
That these approaches do not exist in most of the US, nor would they ever be 
acceptable to a free society, is not arguable. As the “Family Life Education Act 
of 2001" (H.R. 3469) so correctly stated “Comprehensive sexuality education 
programs respect the diversity of values and beliefs represented in the 
community and will compliment and augment the sexuality education children 
receive from their families". Can we realistically promote abstinence-only in the 
majority of adults until their late 20s? Sex education must teach both the 
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positives of abstinence until marriage and educate how best to minimize risk for 
the majority who will undoubtedly at some point choose otherwise. Short of 
abstinence, condoms remain the best protection against a range of sexually 
transmitted diseases, including HIV. There is no place in government legislation 
for regulation of educational or medical policy that falls far outside the arena of 
the majority of medical and educational research and thought. What government 
can do is provide funds that make sure that the best messages are taught that 
encourage young people to delay the onset intercourse and at the same time 
prepare them with the tools needed to best protect themselves and their partner 
from sexually transmitted diseases once they do become sexually active. That is 
the only realistic protection. In my view, the language of the Family Life 
Education Act, if not distorted to favor one viewpoint over another, provides that 
balance. The Act lists the following as requirements for a program of family life 
education; 

(1) . Is age appropriate and medically accurate 

(2) . Does not teach or promote religion 

(3) . Teaches that abstinence is the only sure way to avoid pregnancy or 
sexually transmitted diseases 

(4) . Stresses the value of abstinence while not ignoring those young 
people who have had, or are having sexual intercourse 

(5) . Provides information about the health benefits and side effects of all 
contraceptives and barrier methods as a means to prevent pregnancy 

(6) . Provides information about the health benefits and side effects of ail 
contraceptives and barrier methods as a means to reduce the risk of 
contracting sexually transmitted diseases, including HIV/AIDS 

(7) . Encourages family communication about sexuality between parent 
and child 

(8) , Teaches young people the skills to make responsible decisions about 
sexuality, including how to avoid unwanted verbal, physical and sexual 
advances and how not to make unwanted verbal, physical and sexual 
advances 
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(9). Teaches young people how alcohol and drug use can effect 
responsible decision making. 

However, it is imperative that the language of this Act not be distorted to favor 
one approach over another. While the decision to teach sex education and the 
content of such education is left to the states and to the individual school 
districts, the influence of the federal government via funding provided for such 
programs undeniably influences these prerogatives. Funding for abstinence only 
education has increased 3000% since the 1996 federal entitlement program 
sponsoring abstinence-only messages. Promoting an imbalance in sexual 
education by exclusive funding of abstinence-only education puts the population 
at-risk for serious consequences secondary to lack of preparation for the 
inevitable time that one will become sexually active. Additionally, fear messages 
implicit in statements that over-emphasize medical risks may place healthy 
sexual relationships hostage to fear. In the 2004 State of the Union address the 
President proposed “a grassroots campaign to help inform families about these 
medical risks. ..We will double federal funding for abstinence programs, so 
schools can teach this fact of life: Abstinence for young people is the only certain 
way to avoid sexually transmitted diseases.” The president's new budget 
includes an additional $270 million for programs to encourage teens to abstain 
from sex. If, in contrast, the new budget included this amount for comprehensive 
sex education rather than one with an abstinence-only approach, the interests of 
all Americans, rather than only a special interest group, would be furthered. 

Since the late 1980s, both the political context surrounding sexuality education 
and actual teaching approaches have changed considerably. That abstinence- 
only education is becoming more common as a result of increased federal 
funding for abstinence-only programs is undeniable, and despite the Family 
Education Act pronouncement that family life education “not teach or promote 
religion”, there is no question that some religions have been in the forefront of 
promoting abstinence only education. Whereas only 2% of sex education 
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classes in the US taught "abstinence only’ messages in 1988, 23% did so in 
1999. These programs often exclude basic information related to puberty and 
reproduction, in addition to providing little information on pregnancy and STD 
prevention other than by abstinence. This approach has been promoted by the 
federal government despite evidence to the contrary that abstinence only 
programs show little success in delaying onset of sexual activity until marriage 
but do contribute to inadequate preparation to avoid pregnancy and STDs when 
they do become active. That rules and regulations are increasingly interfering 
with what teachers think should be taught is apparent from data that 90% of 
teachers believe that students should be taught about contraception but 25% are 
barred by regulations from doing so. 

Most of the trusted medical institutions in the US support comprehensive sex 
education. This includes the American Medical Association, the American 
Academy of Pediatrics, the American College of Obstetrics and Gynecology, the 
American Public Health Association and the American Nurses Association. 
Additionally, the majority of parents want their children to have comprehensive 
sex education. I urge you as influential members of the Congress to make 
decisions regarding sex education that are supported by the majority of 
Americans and by knowledgeable, respected institutions. 

Commitment to providing the best available screening 

Cervical cancer is nearly entirely preventable because the cancer occurs on a 
skin surface that is easily accessible for evaluation, risk of presence of the 
precancer phase is detectable by the Pap test and by HPV testing and the 
natural history of progression from precancer to cancer is one that is usually 
quite long over many years to decades. That cervical cancer should be 
preventable in most circumstances makes every cervical cancer even more 
tragic. Only an all-out commitment by private and public payers to provide the 
best screening available for all women can reduce the burden of this tragedy. 
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Promoting access to the best cervical screening 
The majority of cervical cancers continue to occur in women receiving either no, 
or inadequate, cervical screening. Therefore, education, outreach and access for 
all women to equal protection from cervical cancer will provide the maximum 
benefit in reduction of cervical cancer incidence and mortality. Cervical cancer 
not infrequently strikes women of late child-bearing age, disrupting families and 
society much more than many other cancers that occur with highest frequency in 
the elderly. Wise investment by government in a program of cervical cancer 
prevention is, therefore, both morally right and economically sound. It is likely 
that women fail to get adequate cervical screening as a result of a complex 
milieu of cultural, societal and educational factors. A substantial commitment to 
understanding the reasons for failure to attend screening is necessary in order to 
overcome these barriers. 

Education about the necessity for the presence of HPV in the etiology of 
cervical cancer and the commonness of this virus must be balanced with 
reassurance that attendance at recommended screening provides protection 
from serious outcome for most. Education must extend to the health care 
provider as well, for outreach and recruitment to responsible preventative care is 
doomed to failure without a well-informed and empathetic health services sector. 
Education must include discussion of the sexually transmitted nature of HPV and 
the relationship of true Pap test abnormalities with an STD. and must be done 
without prejudice and with great care, compassion, and reassurance. 

A More Efficient Screening System 

When I last spoke to a Congressional Subcommittee on this subject I 
emphasized a number of points that must occur before a more efficient 
screening system would come to fruition. Many of the limitations to the system 
that 1 spoke of then have subsequently been corrected by new national 
screening and management guidelines issued by the American Cancer Society 
(ACS), the American College of Obstetrics and Gynecology (ACOG), and the 
American Society for Colposcopy and Cervical Pathology (ASCCP). These 
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include the optimal age to begin screening, the optimal interval for screening, 
provision of the best technologies for improved screening, and provision of the 
most objective and efficient management of women with equivocal Paps. 

1 ). Optimal age to begin screening: In order to provide the safest and yet 
cost-efficient coverage, it was imperative to redirect a large concentration of our 
cervical cancer screening resources to populations at greatest risk and least 
likely to be traumatized unnecessarily by medical intervention. New national 
guidelines accomplished this feat by recommending that cervical cytology 
screening not begin until age 21 or within 3 years of first intercourse, Whichever 
comes first. These parameters replaced previous guidelines that called for first 
Pap test at age 18, or at the time of first intercourse. This does not negate the 
importance of continued medical interaction with young people who have begun 
sexual activity but do not yet need cervical screening, for it remains very 
important to test young sexually active women for other STDs and to provide 
contraceptive services. However, as we learned more about the high-prevalence 
of transient HPV infections in very young women and the long natural history 
required for the development of serious cervical disease it became increasingly 
clear that the previous recommendation to begin Pap screening no latter than 
age 18 was inefficient and wasted resources better spent on cervical cancer 
screening of older women at greater risk of having persistent precancer requiring 
treatment. 

(2). Optimal screening interval: Annual Pap tests have been the standard 
in the US for over 50 years, this frequency driven by concerns over false- 
negative Paps, medicolegal liability and the improbability of being able to 
accurately predict which women are really low risk on the basis of mostly non- 
verifiable sexual history factors. These concerns served as the major 
impediment to implementation of prolonged screening intervals. However, the 
advent of new technologies that improve the sensitivity and efficiency of 
detection of cervical disease has fostered guidelines that promote longer 
screening intervals on the basis of decreased risk for missed cervical precancer 
and cancer. The new technologies of greatest benefit are liquid-based thin-layer 
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cytology and HPV testing. The 2002 American Cancer Society cervical screening 
guidelines, in recognition of the improved sensitivity of liquid-based Paps, 
recommended that women up to age 30 have cervical screening only every 2 
years if liquid-based, in contrast to annually if a conventional dry Pap smear. 
Decreasing the number of screens in a woman's life is advantageous if the risk 
of missing serious disease is not increased because it becomes less likely that 
transient unimportant HPV changes will be detected. For women after the age of 
30 the opportunity for extending screening intervals is given in both the ACS and 
the ACOG guidelines, which recommend Pap testing every 2 to 3 years for 
women of this age having 3 consecutive normal Paps, or every three years for 
women having a single screen that was negative for high-risk HPV and normal 
on a Pap. The age of 30 was selected as the beginning age for combined 
screening with HPV testing and the Pap test because women over the age of 30 
are less likely to have transient HPV and more at-risk for HPV-induced 
precancer. The 3-year interval recommended by ACS, ACOG and the recently 
published “interim guidance’’ on the use of this “super screen" was based on the 
nearly 100% negative predictive value of combined testing for precancer and 
cancer. Additionally, women negative for high-risk HPV are not at-risk for 
cervical cancer over the next few years, providing a longer period of reassurance 
than cytology alone. This extended period of protection is even more important 
amongst women attending government-funded clinics, because regular 
attendance for recommended cervical screening is often less guaranteed in this 
setting. Investment in providing the best protection for women at all economic 
levels is likely to provide substantial return. 

These new technologies and guidelines on their use now provide the 
opportunity to make a significant impact on both the loss of life and on the 
inefficiency of the cervical cytology screening program if we have the will and the 
foresight to integrate the best that these technologies provide, if we do not, the 
present impasse in further reduction in cervical cancer may remain. Much not 
only depends upon the willingness of third-party payers to cover appropriately 
effective emerging technologies, but also upon a full understanding by clinicians 
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Provision of Vaccines for all Children 

Cervical cancer will nearly be eliminated during the lifetime of many attending 
this meeting. Its demise will come on the heels of the improvements in 
screening and management we have discussed today, and on the availability in 
the near future of vaccines against HPVs 16 and 18. If introduced worldwide, 
vaccination against HPV 16 alone could prevent over 50% of the nearly one- 
quarter million deaths that occur annually from cervical cancer. A quadravalent 
vaccine including types 6, 11, 16 and 18 could theoretically prevent 90% of 
genital warts and 75% of cervical cancers. The potential is not only in reduction 
of morbidity from genital warts and cervical cancer, and mortality from the latter, 
but in the possibility that physical, psychological, and financial costs associated 
with screening, follow-up, and treatment should be significantly decreased. Two 
different categories of vaccines are presently under development or testing: 
prophylactic and therapeutic. Prophylactic vaccines are directed to preventing 
infection from occurring, whereas therapeutic vaccines are designed to either 
eliminate HPV infections in patients already infected with HPV, or to kill high- 
grade precancer and invasive cancer cells. Prophylactic HPV vaccines will need 
to be administered before infection in order to elicit neutralizing antibodies that 
would either inhibit attachment or entry. Because HPV is easily and frequently 
transmitted soon after sexual debut, the target population for prophylactic HPV 
vaccination will necessarily be children that have not attained the age of sexual 
maturity. Recent studies offer promise that prophylactic HPV vaccines against 
these types may be 100% effective in preventing both infection with the types 
included in the vaccine and the precancer that such types may induce. 

Again, thank you for the opportunity to address these issues. The war against 
HPV and cervical cancer will be won. All we have to do is hold the course steady 
by appropriately educating our youth, providing the best protective cervical 
screening available for all women, and providing HPV vaccines to all children 
once these vaccines become available. I will be pleased to answer any questions 
that you may have. 
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Mr. SOUDER. Thank you. 

Dr. Meeker. 

Dr. Meeker. Thank you. 

My name is Meg Meeker, and I am a physician of child and ado- 
lescent medicine. I have been practicing adolescent medicine in 
Michigan for about 20 years. So I represent a population of pa- 
tients very dear to my heart, that is the children in America. 

I am grateful to have the opportunity to speak to you on behalf 
of my own patients and the 35 million teenagers across the United 
States. For about 20 years I have taken care of thousands of teens, 
I have authored two books on teen health issues, and currently 
speak across the country on teen health issues. I am a fellow of the 
American Academy of Pediatrics and certified by the American 
Board of Pediatrics. 

Ladies and gentlemen, the epidemic of sexually transmitted dis- 
eases among our youth in the United States today is sobering and 
poorly recognized by the public at large. This year, in 2004, 10 mil- 
lion teenagers and young adults under the age of 25 will contract 
a new sexually transmitted disease. That translates into approxi- 
mately 8,000 teenagers in the United States every day contracting 
a new sexually transmitted disease. Human papillomavirus, as you 
are hearing, outnumbers all other sexually transmitted infections 
among our youth and costs our country billions of dollars yearly be- 
cause it wreaks havoc in the genital tracks of, may I say it again, 
teen girls and very young women. 

We are here to discuss prevention of HPV infections and cervical 
cancer. If I might for a moment, let me permit you behind closed 
doors that physicians like myself see every single day. Fifteen 
years ago I rarely saw abnormal Pap smears in young girls; 10 
years I personally witnessed a dramatic rise in the frequency of ab- 
normal Pap smears among my own patient population of young 
teenage girls, many of those as young as 13; and 4 years ago I had 
to break the news to one of my young patients, we will call her 
Amy, just before her 14th birthday that, no, she didn’t have full- 
blown cervical cancer, she had the milder form of severe dysplasia, 
but needed cervical surgery nonetheless. She had her surgery, 3 
months afterwards returned to my practice with signs of very seri- 
ous depression. The morbidity, not just the mortality, but the mor- 
bidity of this disease among young women is tremendous. 

Cervical cancer is a young women’s disease and deserves our 
strongest efforts at real and aggressive prevention, not just medical 
management of the cure, that giving an increased number of Pap 
smears to young girls will afford. That is very important, but that 
is medical management of a disease, it is not a primary strategy 
of prevention of the cervical cancer. So what can we do to truly pre- 
vent human papillomavirus infections and cervical cancer in our 
young women in America? 

We could more aggressively train our children to use condoms 
during sexual intercourse. There are, however, serious drawbacks 
to this approach. The scientific data, and may I say from the Na- 
tional Institutes of Health condom effectiveness report shows that 
there is insufficient evidence of any risk reduction for sexual trans- 
mission of human papillomavirus even with 100 percent condom 
use, which I might add, among youth doesn’t happen. The primary 
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reason for this, and no one has discussed this, is that HPV is not 
transmitted like HIV, which is transmitted through bodily fluids; 
it is transmitted from skin to skin. And even the best condom 
available out there only covers a certain portion of the skin. So un- 
less we make condoms a lot larger, it is very difficult, with 
condoms alone, to prevent the transmission of the cervical cancer- 
causing agent human papillomavirus. 

Second, we could increase screening for cervical cancer. While in- 
creased screening is very important, and I might add does not take 
place in the most at-risk population, and that is children, whom I 
represent, and I am one of the few pediatricians who does gyne- 
cology in my practice, I might add, while that is very important, 
it is a secondary, not a primary strategy for prevention of the dis- 
ease. At the time of screening, many women may have already be- 
come infected and show signs of dysplasia or even more advanced 
cancer. Screening detects HPV infections, it does not prevent them 
from occurring. The only way to prevent infections and subsequent 
sequela in our young girls is to teach them the only way to avoid 
infection, as Dr. Gerberding’s report shows from the CDC, is to ab- 
stain from sexual activity during the teen years, the high-risk 
years. 

Distinguished Members of Congress, we are indeed living in 
schizophrenic times. Every day our children are bombarded with 
sexual messages from the entertainment industries and multi- 
million dollar corporations aggressively marketing sex to them 
from the age of about 8 years old on. I believe, personally, that 
these messages have a profound effect on their sexual behavior. 
Teens have begun sexual activity at younger and younger ages, and 
have dramatically increased the number of sexual partners in re- 
cent years. They come to their physician’s offices and then we, and 
I speak for the thousands of doctors who, across the country, work 
fervently to deflect the damage done to their young bodies, just to 
their bodies from sexual activity. Daily we “mop up the messes,” 
if you will, of too much sex too soon. 

We have become overwhelmed and discouraged because the bot- 
tom line is that sexual activity among our youth is out of control. 
The best medical data on sexually transmitted infections in teens 
teaches us that there is two successful ways to drive down the STD 
epidemic of teens in our country: One, delay the onset of sexual 
debut and two, drive down the numbers of sexual partners. 

If we commit to help our young women accomplish these two 
goals, then we offer the best medical care available to prevent cer- 
vical cancer. We physicians cannot fight the uphill battle of rising 
HPV infections in younger women and out-of-control teen sexual 
activity alone; we need your help in sending clear and loud mes- 
sages to our communities and to our youth that sexual activity in 
teenagers, with or without condoms, is very high-risk behavior. 

Thank you very much, Mr. Chairman. 

[The prepared statement of Dr. Meeker follows:] 
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As a pediatrician practicing child and adolescent medicine in a suburban 
Michigan community, I am grateful to have the opportunity to speak to you on behalf of 
my own patients and the millions of teens across the US. For twenty years, I have cared 
for thousand of teens; I have authored two books on teen health issues and currently 
speak across the country on teen health issues. I am a Fellow of the American Academy 
of Pediatrics and certified by the American Board of Pediatrics. 

Ladies and gentlemen, the epidemic of sexually transmitted diseases among our 
youth in the U.S today is sobering and poorly recognized by the public at large. This 
year, 10 million teens and young adults under age 25 will contract a new sexually 
transmitted infection. Today, 8,000 children under the age of 18, will contract a new 
STD. Human papillomavirus, as you are hearing, outnumbers all other sexually 
transmitted infections among our youth and costs our country billions of dollars yearly 
because it wreaks havoc in the genital tracts of teen girls and young women. 

We are here to discuss prevention of HPV infections and cervical cancer. If I may, 
permit me to show you what I (and many other physician colleagues with whom I have 
collaborated) have seen change during the course of my short medical career. 

Fifteen years ago, I rarely saw abnormal Pap smears in teen girls. Ten years ago, I 
personally witnessed a dramatic rise in the frequency of abnormal Pap smears among my 
patient population of young teenage girls - some as young as thirteen. And four years 
ago, I had to break the news to one of my young patients, Amy, just before her fourteenth 
birthday that she had very serious dysplasia of her cervix and required surgery to remove 
the precancerous tissue. She had her surgery and three months afterward, returned to me 
with signs of very serious depression. Amy could have been my daughter, your 
grandchild, or perhaps your niece. Cervical cancer is a young woman’s disease and 
deserves our strongest efforts at real and aggressive prevention because it has devastating 
effects on the physical and psychological health of our young girls. 

So what can we do to prevent HPV infections and cervical cancer in our young 

girls? 

We could more aggressively train our children to use condoms during sexual 
intercourse. There are, however, serious drawbacks to this approach. The scientific data 
shows us that “there is insufficient evidence of any risk reduction for sexual transmission 
of human papillomavirus infection even with 100% condom use” (1). The primary reason 
for this is that HPV is transmitted from skin to skin contact and condoms cover only a 
small portion of the skin. 

Second, we could increase screening for cervical cancer. While better screening is 
very important, it is a secondary, not primary strategy for cervical cancer prevention. At 
the time of screening, many women may have already become infected and show signs of 
dysplasia or even more advanced cancer. Screening detects HPV infections, but it does 
not prevent them from occurring. 
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The only way to prevent infections and subsequent sequelae in our young girls 
and young women is to teach them that the only way to avoid infection, as Dr. 
Gerberding’s report shows, is to abstain from sexual activity during the teen years. 

Distinguished members of Congress, we are indeed living in schizophrenic times. 
Every day, our children are bombarded with sexual messages from the entertainment 
industries and from multimillion-doUar corporations aggressively marketing sex to them. 

I believe these messages have a profound effect on their sexual behavior. Teens have 
begun sexual activity at younger and younger ages and have dramatically increased the 
number of sexual partners in recent years. They come to their physician’s offices and 
then we - and I speak for thousands of doctors across the country- work fervently to 
deflect the damage done to their young bodies from sexual activity. Daily, we “mop up 
the messes” of too much sexual activity, too soon. We have become overwhelmed and 
discouraged because their sexual activity is out of control. 

The best medical data on sexually transmitted infections in teens teaches us that 
there are two ways to succes^ully drive down these infections in our youth: one- delay 
the onset of sexual activity, and two- decrease the number of sexual partners (2). The 
scientific evidence shows that if teens delay their sexual debut, statistically, the number 
of lifetime sexual partners they have decreases. Thus, their exposure to sexually 
transmitted infections like HPV goes down. 

If we commit to help our young women accomplish these two goals, then we offer 
the best medical care available to prevent cervical cancer. Ladies and gentlemen, we 
physicians cannot fight the uphill battle of rising HPV infections and out of control teen 
sexual activity alone. We need your help in sending clear and loud messages to our 
communities and to our youth that sexual activity in teens- with or without condoms- is 
very high-risk behavior. 


1 . Workshop Summary; Scientific Evidence on Condom Effectiveness for Sexually 
Transmitted Disease (STD) Prevention. July 20, 2001. National Institute of 
Allergy and Infectious Diseases, National Institutes of Health, Department of 
Health and Human Services. Available at; 
http://www.niaid.nih.gov/dmid/stds/condomreport.pdf 


2. Centers for Disease Control and Prevention. (1991, January4.) Premarital Sexual 
Experience Among Adolescent Women- United States, 1970-1988, Morbidity and 
Mortality Weekly Report, 39 (51), 929-932. 

3. Institute of Medicine. (1997). The Hidden Epidemic - Confronting Sexually 
Transmitted Disease (edited by Thomas R. Eng and William T. Butler). 
Washington, DC: National Academy Press, 
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Mr. SOUDER. Thank you. 

Dr. Zenilman, you will be our cleanup hitter. 

Dr. Zenilman. With a name starting in Z, I am used to being at 
the end. 

Mr. SoUDER. I can imagine. Except for those rare days when they 
reversed the order, those wonderful days. 

Dr. Zenilman. Good afternoon. Thank you for having me. My 
name is Jonathan Zenilman. I am professor of medicine at the 
Johns Hopkins University School of Medicine and chief of infec- 
tious diseases at Johns Hopkins Bayview Medical Center. My area 
of research and clinical expertise for the past 18 years has been in 
sexually transmitted infections. I am also the president of the 
American STD Association, representing 450 academic and public 
health researchers in this area; and also I am a practicing physi- 
cian and take care of patients with reproductive tract infections at 
the Baltimore City Health Department and in my own academic 
practice at Bayview Medical Center. 

More important, I am the proud father of three teenagers, one 
of whom, Aliza Zenilman, with her friend, Mandy Millman, is here 
with us today in the second row sitting behind me. I thank the 
committee for extending your warm welcome to her and her friend 
today. 

I address this committee as a private individual, a physician, as 
a public health practitioner, and as a father who gives patients the 
advice that I give my own children. 

We are hearing and have heard today that HPV infection is al- 
most always asymptomatic and is extremely common. I will there- 
fore limit my comments to highlight issues which have not been al- 
ready addressed by the previous witnesses. 

Some strains, as you know, of HPV are associated with the devel- 
opment of cancer. Recent studies we have performed in a Hopkins 
suburban clinic in Baltimore, supported by the GDC Sentinel Sur- 
veillance Grant previously mentioned, found that the proportion of 
women infected with high-risk HPV types is 14 percent higher in 
persons of color and persons with HIV or those at risk for other re- 
productive tract infections. Extrapolating from these and other 
data, I would estimate that approximately 1 in 6 to 7 individuals 
sitting in this room is currently infected with a high-risk HPV type. 
Let me say, however, and emphasize that Pap smears, which have 
already been previously testified to as the major control strategy, 
are actually a screening test for a cancer that is caused by a sexu- 
ally transmitted viral infection. 

In terms of primary prevention of HPV and other STDs, we try 
to give our adolescents and young adults a moral compass that will 
help them in making informed choices regarding their sexual 
health. A British colleague of mine once said, “The most effective 
contraceptive is ambition,” which requires us as a Nation to pro- 
vide an environment of educational and economic opportunity, as 
well as positive recreational outlets for our young people. 

Effective prevention of risky sexual behavior and their con- 
sequences, teenage pregnancy and sexually transmitted infections, 
requires two critical components: one, accurate based science-based 
information on reproductive health and prevention of infection and 
pregnancy, and two, a social peer and family environment that pro- 
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motes responsible decisionmaking, allowing teens to make an in- 
formed choice. Unfortunately, many teenagers do not have both of 
those criteria. 

Delaying sexual intercourse is a public health message that I and 
all reproductive health professionals support, in tandem with coun- 
seling on responsible sexual behavior. An abstinence-only approach 
which excludes safer sex messages and includes messages that em- 
phasize intercourse only within the context of marriage, is there- 
fore clearly out of touch with the realities and practices of the vast 
majority of Americans. We are performing a disservice by focusing 
only an abstinence-only approach. 

Condoms are highly effective in preventing sexually transmitted 
infections, including genital herpes and HIV infection. In the latter 
case, condom use is life-saving. In communities where condom use 
has been universally adopted and supported, dramatic and striking 
decreases in overall STD and HIV infection rates have been ob- 
served. 

As a parent, I want public policies that are reality-based and pro- 
vide the resources necessary for my children, along with my pa- 
tients, to protect themselves. I want them to have access to medi- 
cally accurate sexuality education. I want to see support for re- 
search efforts to develop and make vaccines and other prevention 
interventions. 

Unfortunately, the debate on human sexuality, sexual behavior, 
and STDs is all too often framed in an absolutist stark context in 
which only simplistic solutions are framed to address inherently 
complex behavioral and social questions. This is not a new phe- 
nomenon. More than 60 years ago. Dr. Thomas Turner was a colo- 
nel in the U.S. Army during World War II and was in charge of 
venereal disease control effort for 14 million servicemen and 
women. He was later to serve as dean of the Johns Hopkins Medi- 
cal School and died in 2002 at the age of 100. I had the privilege 
of getting to know Dr. Turner in the late years of his life. 

As a sidebar, if you are a venereologist, you may live to be a long 
age. 

During World War II, Dr. Turner and the Army were faced with 
the same dilemma we now see facing as this Nation develops poli- 
cies and practices. As only he could, he described the difficulty in 
providing expedient and simplistic approaches. “If a soldier re- 
mained continent, he would not acquire venereal disease. Many did 
remain continent, but no one in his right mind would expect this 
of a high percentage of men in their most vigorous and disorga- 
nized years. The first paradox, therefore, was preaching continence 
as an official doctrine, while simultaneously providing instructions 
and facilities for prevention of disease during and after sexual 
intercourse. We were repeatedly impaled on the horns of this di- 
lemma. Some worthy folk urged a firm stand on a high moral 
plane; otherwise accused us of crass hypocrisy.” 

Dr. Turner held steadfast in pursuing a pragmatic solution, and 
I implore you to follow Dr. Turner’s lead in approaching today’s 
STD problem. Thank you. 

[The prepared statement of Dr. Zenilman follows:] 
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Good morning, Mr. Chairman, members of the committee. My name is Jonathan 
Zenilman. I am Professor of Medicine at The Johns Hopkins University School of 
Medicine, and Chief of the Infectious Diseases Service at the Johns Hopkins 
Bayview Medical Center. My area of research and clinical expertise for the past 
18 years is in sexuaily transmitted infections. I am also the President of the 
American STD Association, which represents 450 academic and public health 
researchers in the area of sexually transmitted infections. I am also a practicing 
physician, and take care of patients with reproductive tract infections at the 
Baltimore City Health Department and in my own academic practice at Bayview 
Medical Center. 

More important, I am the proud father of three teenagers, one of whom, Aliza 
Zenilman, is with us this morning. I thank Congressmen Cummings, Souder, and 
the Committee for extending their warm welcome to her today. 

I address this committee as a private individual, a physician, who counsels 
patients and their partners about HPV and other sexually transmitted infections; 
as a public health practitioner; and as a father who gives patients the advice that 
I give my own children. 

We are hearing today that HPV infection is almost always asymptomatic, and is 
extremely common. In adolescents and young adults alone there are an 
estimated 9-10 million persons with chronic infections and 4.6 million new cases 
per year. 

Some strains of HPV are associated with the development of cervical cancer. 
HPV strains are classified by number. Strains 16, 18, 31, 45 and about a dozen 
others are associated with cervical cancer-and are often called “high-risk types”. 
Recent studies we have performed in a Hopkins suburban clinic Baltimore, the 
proportion of women infected with high risk types of HPV is 14%, and it is higher 
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in persons of color, in persons with HIV or those at risk for other reproductive 
tract infections. In fact, extrapolating from the National and local data, I would 
estimate that at least 1 in 6 adults in this hearing room are presently infected with 
HPV, and 75-80% of persons will have been exposed and infected at some time 
during their life. New data also suggests, that nearly 90% of persons infected 
spontaneously clear (or self-cure) the virus. 

Cervical cancer is the most important adverse outcome of HPV infection. Let me 
emphasize that Pap smears are actually a screening test for a cancer that is 
caused by a sexually transmitted viral infection. Since it takes an average of 10 
years or more for cancer to develop, the Pap smear screening program, in 
combination with recently implemented additional testing for the virus itself, is 
extremely effective in preventing cancer. The implementation of Pap smear 
screening has been a resounding public health victory, as evidenced by a 
continual decrease in cervical cancer rates. The current most effective means of 
preventing cervical cancer is to ensure that American women have universal 
access to Pap smear screening and to the subsequent treatment of identified 
cervical abnormalities. 

Last year, researchers published results from a large clinical trial demonstrating 
that a vaccine was highly effective in preventing infection with HPV-16, one of the 
major viruses that cause cervical cancer. Trials are currently underway testing 
the vaccine against the viruses many subtypes. Based on these very promising 
data, we expect that a vaccine would be available for distribution to the general 
public in about 5 years. 

In terms of primary prevention of HPV and other sexually transmitted infections, 
we try to give our adolescents and young adults a moral compass that will help 
them in making informed decisions regarding their sexual health. A British 
colleague of mine once said, "the most effective contraceptive is ambition,” which 
requires us as a nation to provide an environment of educational and economic 
opportunity, as well as positive recreational outlets for our young people”. 

Effective prevention of risky sexual behavior and their consequences, teenage 
pregnancy and sexually transmitted infections, requires 2 critical components: 

• Accurate, science-based information on reproductive health and prevention 
of infection and pregnancy. 

• A social, peer and family environment that promotes responsible decision- 
making, allowing teens to make an informed choice. 

Despite progress in the past few years, the average age of first intercourse for 
American teenagers is still a bit under 16, which means that half of American 
teenagers are initiating sexual intercourse while still at a very young age. This is 
the group at highest risk for sexually transmitted infections. Over 90% of 
Americans have had sexual intercourse by the time they are 25. 
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Delaying sexual intercourse is a public health message that I and all 
reproductive health professionals support - in tandem with counseling on 
responsible sexual behavior. An abstinence-only approach which excludes 
safer sex messages, and includes messages that emphasize intercourse only 
within the context of marriage is therefore clearly out of touch with the realities 
and practices of the vast majority of Americans. We are performing a disservice 
by focusing only on an abstinence-only approach. 

In order to reduce the burden of STDs, a clear, two-pronged approach is 
required, and supported by over 60 years of public health experience and 
research. First, abstinence is the best way to protect against human 
papillomavirus (HPV) and other sexually transmitted diseases. The second is 
that when you become sexually active, use effective contraception and 
condoms. 

Condoms are highly effective in preventing sexually transmitted infections, 
including genital herpes and HIV infection. In the latter case, condom use is 
lifesaving. In communities where condom use has been universally adopted 
and supported, dramatic and striking decreases in overall STD and HIV infection 
rates have been observed. 

Current proposals to provide questionable warning labels and to undermine 
public confidence in condoms will not reduce the number of persons engaging in 
risky sexual behavior, and they will clearly not reduce the prevalence of HPV nor 
of other sexually transmitted infections. 

Much has been made of the recent NIH report on condom efficacy. That report 
noted that “the scientific evidence currently available is not sufficient to 
recommend condoms as a primary prevention strategy for the prevention of 
genitai HPV infection.”' However, this statement has been wideiy misinterpreted. 
It does not say that condoms are ineffective, and in fact, there are promising data 
to suggest that they are. 

The same report noted that there is evidence that condom use may actually 
reduce the risk of cervical cancer. Possible explanations for the protective effect 
of condoms against cancer may be that condom use reduces the quantity of HPV 
transmitted and the likelihood of re-exposure to HPV, as well as exposure to a 
co-factor for cervical cancer, such as chlamydia or genital herpes, which have 
been identified as potential co-factors for cervical cancer development. 

As a parent, I want public policies that are reality-based and provide the 
resources necessary for my children, along with my patients to protect 
themselves. I want them to have access to medically accurate sexuality 
education. I want to see support for research efforts to develop and make 
vaccines and other prevention interventions. 



127 


Unfortunately, the debate on human sexuality, sexual behavior and sexually 
transmitted infections is ail too often framed in an absolutist, stark context, in 
which only simplistic solutions are framed to address inherently complex 
behavioral and social questions. This is not a new phenomenon. 

More than 60 years ago, Dr. Thomas Turner was a Colonel in the US Army 
during World War II, and was in charge of the venereal disease control effort for 
14 million servicemen and women. He was to serve as the Dean of The Johns 
Hopkins University School of Medicine in the 1950s and 1960s, and died in 2002 
at the age of 100, I had the privilege of getting to know Dr. Turner in the late 
years of his life. 

During World War II, Dr. Turner and the Army were faced with the same 
dilemma we now seem faced with as the nation develops policies and practices 
designed to prevent and control STDs. As only he could, he described the 
difficulty in providing expedient and simplistic approaches in almost poetic terms. 

I quote: 

...If a soldier remained continent he would not acquire venereal disease; many 
did remain continent, but no one in his right mind would expect this of a high 
percentage of men in their most vigorous and disorganized years.... 

The first paradox, therefore, was preaching continence as an official doctrine 

while simultaneously providing instructions and facilities for prevention of disease 
during and after sexual intercourse. We were repeatedly impaled on the horns of 
this dilemma. Some worthy folk urged a firm stand on a high moral plane; others 
accused us of crass hypocrisy. . .. 

Dr. Turner held steadfast in pursuing a pragmatic solution, and I implore you to 
follow Dr Turner’s lead in approaching today’s STD problem. 

Thank you for allowing me to testify today. 
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Mr. SouDER. One of the things I wanted to clear up at the begin- 
ning, I understood from our earlier panel, and I thought I heard 
at least alluded to by several of you, that up to 80 percent of Amer- 
icans would get HPV sometime during their lifetime. Does every- 
body agree with that? 

[Panel members indicate in the affirmative.] 

Mr. SoUDER. Then why I was confused. Dr. Cox, is you said we 
shouldn’t be alarmists. Eighty percent is a pretty high number. 

Dr. Cox. Well, I didn’t say that we shouldn’t be alarmed. What 
I was saying is that we shouldn’t overstate the risk. 

Mr. SouDER. But 80 percent? So you are not talking about over- 
stating the risk of people getting HPV. 

Dr. Cox. Overstating the risk of what you get from HPV. 

Mr. SouDER. The cancer part. 

Dr. Cox. Right. That is correct. 

Mr. SouDER. But not invasive procedures? 

Dr. Cox. I think we all have the same goals, and I would agree 
with Dr. Meeker here, that we all want to try to encourage young 
people to delay intercourse as long as they possibly can, and give 
them the health reasons for that. There is no question that is a 
real positive. We all foster that. The only difference amongst the 
four or five of us up at this table is the fact that some of us believe 
that only abstinence should be taught in school, and that would 
protect individuals from starting intercourse too early, and others 
of us feel that you have to be more balanced. 

Mr. SouDER. I don’t believe that. I believe that is an inaccurate 
statement, for the record. You have broader disagreements than 
that, and I am going to explore some of those disagreements. 

Dr. Cox. OK. 

Mr. SouDER. I agree that is one of the differences of opinions. 

First, some have claimed that you can provide medically accurate 
labels on condoms, and that this would discourage condom use. Do 
you believe that condom use would be less if things were accurately 
labeled? 

Dr. Coburn, do you believe if we put a label on that gave accu- 
rate information, which, by the way, could be argued by putting ac- 
curate information as a doctor, any of you want to do this, we face 
this problem. Let me ask a general labeling question. You were 
both a doctor and a legislator, and on the Energy and Commerce 
Health Committee. When we said that certain things that address 
diseases or health problems, when they run advertising, they have 
to have warnings on TV, and that they have to accurately address 
what the product does, what was the discussion about let us don’t 
accurately label versus they might not use that drug? How does 
this process work, and how do we balance that as legislators? And 
you both being a legislator and a doctor, could you talk about how 
we sort this through? Does accurate labeling discourage usage? 
And what if somebody could have used that medication, but we 
said it might have side benefits, so they don’t use the medication? 

Dr. Coburn. Well, let me preface it first. Anybody that is going 
to be sexually active in our society today who is going to be sexu- 
ally active, ought to wear a condom. OK? Period. Because it will 
reduce the risk. The difference is saying that we don’t want to tell 
people the truth because if we give them too much information 
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they might make a bad choice undermines the whole basis under 
which we run our society. And if you carry that a little further, the 
logical conclusion is that if you tell everybody to wear a condom 
and don’t tell them anything, then why would they ever come get 
a Pap smear, because a condom protects them? So you can’t be on 
both sides of the logical argument. 

The fact is we need as a policy, a national policy, that we ought 
to be truthful about the risks of STDs. We shouldn’t be alarmists, 
but we should be truthful, and we should trust our children to 
make good choices, and we ought to have leadership. And what we 
don’t have in this country today is leadership on this issue. You 
have not heard the surgeon general talk about the No. 1 STD in 
this country and the fact that it relates to at least 1.350 million 
procedures every year, that it costs at least $3 billion, and that we 
could make a difference on. And it is not about condoms or non- 
condoms; it is not about abstinence versus non-abstinence. The fact 
is that we ought to teach our kids to give them the best medical 
advice, and then if they choose to not use that best medical advice, 
if they use a device that will help lower their risk, then it ought 
to be labeled accurately. 

And I would take exception. I am head of the President’s Advi- 
sory Commission on HIV/AIDS. We have not lowered HIV infection 
in this country. We have as many or more new HIV infections in 
this country as we had 10 years ago. We have failed miserably. We 
have spent billions of dollars on this message. We have a higher 
rate of STDs today than we have ever had; we have a higher rate 
of HIV infection than we have had; we are spending more to treat. 
So we have sent the message, and if we applied the same thing to 
cigarette smokers, well, our society is going to smoke cigarettes and 
we can’t change the culture, leadership is about changing the cul- 
ture, because it will pay us big dividends both in health and social 
and emotional aspects of how we interrelate to each other. 

So I think we ought to see a label that is accurate. It shouldn’t 
be inflammatory, it should just be scientifically accurate, and there 
shouldn’t be anything wrong with it. But it ought to be accurate 
not just about HPV, it ought to be accurate about chlamydia, be- 
cause the studies on chlamydia aren’t very good, when we are 
wanting to protect young women from chlamydia. 

Mr. SouDER. Is there anybody here who opposes more accurate 
labeling on the condoms? 

Dr. Cox. My basic concern about labeling the condom as not 
being an adequate protection from HPV is just you have to cram 
everything on a condom label in such a small area. I am very con- 
cerned about the mixed messages that individuals might get be- 
cause HPV sounds like HIV, like HSV, like HBV. All these other 
STDs sound similar, so I am concerned that there might be de- 
creased use on that basis. I would rather see a label that said 
something like properly used condoms significantly protect against 
some, but not all, STDs. I just get concerned about the message 
when you try to put one single STD on there, and how it might be 
mixed up with others. 

Mr. SouDER. Do you believe that other warnings that we have 
on other medicines and medications also can discourage usage, and 
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would you favor not labeling them because people might not use 
them? 

Dr. Cox. Personally, I don’t quite make the connection between 
those issues, but, yes, I know some people don’t take medicines be- 
cause they worry about the warnings we put out on medicines. 

Mr. SouDER. So would you recommend we label them less accu- 
rately? 

Dr. Cox. No, I am not recommending that at all. I am just saying 
that I am concerned about the mixed messages individuals may get 
not his. 

Mr. SouDER. But, see, the double standard, and this is what 
bothers some of us. We are not arguing about whether we should 
fund Pap smears, we are not arguing about whether we shouldn’t 
do more treatment questions, look at at-risk populations. We have 
a specific piece of legislation that says accurate labeling, and there 
are several parts of this that we are going to pursue, but, first, 
most of the Democratic Members who were here earlier seem to 
support accurate labeling. Now, we can argue what is accurate, but 
that in the accurate labeling problem here is why we should have 
warnings. And as Dr. Coburn just mentioned the Surgeon General 
not speaking about this, what some of us are wondering, and this 
is our challenge, is are people not speaking up about this problem 
because they have other agendas? Are they blocking warning labels 
here, where we seem to be putting warning labels on all lands of 
things, because they have other agendas and they are uncomfort- 
able with what seems to be the most effective things? 

For example, we have heard multiple times, I know I have raised 
other types of issues, but in smoking we don’t give Dr. Zenilman 
used the word “inherently simplistic messages.” Our messages 
against smoking are inherently simplistic, and the billboards that 
we see up are very simplistic. Let me just say flat out the data 
under “Just Say No” were more effective than they were when we 
gave more inherently complicated messages. We can argue whether 
there were other things going on, but the plain fact of the matter 
is inherently simplistic messages move a certain percentage of the 
population and that, in fact other patterns, also to take the quote 
from Dr. Turner, at that time the military was also providing ciga- 
rettes to people because they believed people couldn’t have their be- 
havior changed. 

In fact, behavior changed. And if there is something like high- 
risk sexual behavior, that is causing the amount of problems that 
we have in the United States, whether it is HPV, HIV and other 
things, why wouldn’t our primary aggressive prevention strategy be 
abstention. And then acknowledge, as Dr. Coburn just did, look, if 
you are going to engage in high-risk behavior, make sure it is abso- 
lutely clear that it is high-risk behavior, it shouldn’t be followed. 
But if you do, here is what you have to do, and then if you have 
done that high-risk behavior, we need to treat you and take care 
of you. 

I don’t understand where the resistance is to acknowledge that 
it is aggressively high-risk behavior and needs to be reversed. I 
don’t understand the resistance to this. To just say, oh, well, it is 
happening; therefore, we have to not be aggressive in our response. 
We are aggressive on date rape. It is happening all the time; it is 
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probably increasing. But we don’t not speak out against date rape. 
We have sexual harassment as a huge problem in our society, pos- 
sibly increasing, but we don’t not speak out against it because it 
seems to be something many people do. I don’t understand the fa- 
talism that I am hearing. 

Dr. Zenilman. You asked, actually, quite a complex question, so 
I will try to distill it down. 

I don’t think we can compare date rape or sexual harassment to 
consensual sexual intercourse between teenagers or young adults. 

Mr. SouDER. But the consequences of teen pregnancy, out of wed- 
lock, not finishing school, teen suicides, lack of stability in mar- 
riage over long-term, kids having multiple higher rates of different 
problems, sexually transmitted diseases. How can you say that 
there aren’t those extreme consequences to out-of-wedlock preg- 
nancy in our society, and sexual activity, which is directly related 
to that? 

Dr. Zenilman. In reference to the specific, I think that is why 
this is actually an inherently complex issue. First of all, in the 
1940’s, the Army did not recognize that cigarettes were a problem. 
The military and the VA have taken cigarettes out of at least on- 
site consumption or purchase, which was actually a direct issue. 

I would argue that this is a much more complex behavioral issue 
than cigarette smoking. And, furthermore, I am in agreement with 
you. I am in agreement with the other members of the panel that 
our major objective should be to delay onset of sexual intercourse. 
I think you have heard unanimity from all of the witnesses on this 
specific issue. 

Mr. SoUDER. That should be our primary prevention strategy? 

Dr. Zenilman. I think that should be the major focus. 

Mr. Souder. It should be the major focus, the primary preven- 
tions strategy? 

Dr. Zenilman. It should be the major goal in adolescent sexual 
health. But on the other hand, and you may call it fatalistic, I may 
call it realistic, recognizing that most people, the vast majority of 
Americans are not going to follow that advice. So, therefore, in the 
context of a public health reality, our objective is to minimize the 
risk to individuals who are engaging in sexual behavior. 

Now, I would also argue that I don’t like the context of inter- 
course in teenagers having consensual intercourse or adults having 
sexual intercourse is not the same as a date rape or sexual harass- 
ment. The latter has a lot more of the consequences that you men- 
tioned previously. 

Mr. Souder. I don’t think this data backs that statement up. I 
believe they are awful and I have worked with them, but you are 
not going to argue here that out-of-wedlock pregnancy and related 
things are less damaging overall to a life’s career than somebody 
who has been sexually harassed, which, by the way, may also occur 
in the teen pregnancy and the out-of-wedlock or non-married sex- 
ual activity. 

Dr. Zenilman. A consensual adult who is actually having sexual 
relations and is properly informed will be contracepting. 

Mr. Souder. This isn’t really a debate, and I am sorry I got us 
off into that. We have a substantial disagreement. 
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Let me go next to the female physicians on our panel. Some have 
downplayed the threat of HPV infection by suggesting routine tests 
and, if necessary, treatment can prevent the development of cer- 
vical cancer. Can you describe the treatment that a woman would 
undergo for abnormal cell changes? Dr. Bush, maybe you can start 
with this, because you referred to this high number. Is cervical can- 
cer or HPV related dysplasia easily treated? And what are some of 
the side effects of the treatment? 

Dr. Bush. Basically, we encourage women, once they have initi- 
ated sexual activity, to begin getting routine annual Pap smears. 
The reason we are screening is because HPV is the leading cause 
of cervical cancer, and it can be detected with the Pap smear. So 
as someone said, HPV causes cervical cancer and it is a prevent- 
able disease. 

When the women has an abnormal Pap smear, they can be grad- 
ed into high grade or in low grade or atypia. When a low-grade 
atypia is found, we may simply repeat the Pap smear because a 
significant number will spontaneously, because of their immune 
system, get rid of it. But with persistence, and that is the problem, 
10 to 12 percent of people will have persistent infection and it will 
not go away, and that is associated with the high incidence of cer- 
vical cancer. If it is a high-grade lesion, which goes from moderate 
to severe dysplasia to carcinoma incite two, they are more likely to 
progress to cancer, and often it does not take 10 to 15 years. As 
Dr. Coburn mentioned someone in his practice, I could mention 
someone in my practice who actually initiated sex after age 16, and 
at 19, very recently, I had to do a leap procedure because of persist- 
ent infection. 

What happens is we do a colposcopy, which takes a microscope, 
looks at the cells, we biopsy and take a chunk of the tissue, send 
it to the lab, let them tell us if the Pap smear was accurate or how 
far it has; sometimes it is less, sometimes more. With persistent of 
the infection confirmed by the biopsy results, then you have to re- 
move those cells so that they do not progress. Removing means 
cryosurgery to kill them, it means an electrical surgical loop proce- 
dure to remove the cells, it may mean colonization, which is an out- 
patient surgical procedure surgical procedure, and it does cause 
pain; you have to give anesthesia, analgesia for the removal of that 
tissue, it means that you put the lady at risk whether she becomes 
pregnant, when she becomes pregnant in the future, not only the 
risk of premature delivery, but also perhaps stenotic cervix, that 
she would have to have cesarian section, that her cervix hadn’t 
opened. 

To make a long answer short, there is significant morbidity that 
is associated with an abnormal Pap smear. Persistence of the infec- 
tion does progress to cervical cancer, and we are talking about 10 
to 12 percent of people that have persistence. 

Mr. SouDER. Dr. Meeker, the New York Times, you heard us 
refer in the first panel when you were here, to this study that we 
have been kicking around among the members, that a majority of 
high school teens are virgins, according to the latest GDC data. 
This is a reversal from a decade ago. As a pediatrician, do you 
think abstinence is a realistic approach to trying to stop STDs 
among kids? 



133 


Dr. Meeker. Well, I know it is, because I want to remind every- 
body that the epidemic of diseases that we are seeing amongst our 
youth now weren’t here 40, 50, 60, 70 years ago, even as recently 
as 30 years ago. And I would ask have we fundamentally, as 
human beings, changed? No. I mean, our physiology is the same. 
What has changed is the direct marketing to our younger and 
younger children sexually promiscuous advertisements and so on 
and so forth. 

What also has changed is the increase in the number of sexual 
partners that teenagers have and the earlier onset of sexual activ- 
ity, and that is what has increased the number of STDs. So chil- 
dren, teenagers, the majority of teenagers will take their cues from 
significant adults in their life. The Ad Health study shows that. If 
it is communicated to teenagers, expectations about sexual activity 
from an authority figure in their life, teenager or a parent, the ma- 
jority of teenagers will follow that and they will abstain from sex- 
ual activity. 

I think there are some very significant and very serious mis- 
understandings about abstinence-only education, if I might. There 
is a sense that those promoting abstinence-only education are try- 
ing to withhold information. That is absolutely not true. What we 
are trying to do is just teach kids what the very real risks are to 
condom use. No one in this panel would tell a kid not to use a 
condom, and we are all willing to say that there is a role in condom 
use, but our money needs to b^e and our efforts need to be in teach- 
ing kids about abstinence. Everybody here is saying that we need 
to communicate messages to our kids that will change their behav- 
ior, so some say we need to encourage them to use condoms more 
frequently and better, or our other alternative is to teach them not 
to be sexually active. Either way, all of us are asking our kids to 
change their behavior. 

We know how well teaching teens about condoms has worked; we 
have the data. And the data shows us that condom use has in- 
creased; young kids will use condoms the first, second, third time, 
but after that, as their age increases, condom use decreases. So we 
know what the data shows, and that basically asking them to 
change their behavior toward increased condom use has not 
worked. And in the midst of increased condom use, the STD rates, 
HPV too, have risen. So now I will say why not try the second ap- 
proach? Why do we not then say what we need to do is put our 
time and our energy and our money into programs that will teach 
kids to delay the onset of sexual activity, which is abstinence? 

Dr. Cox. Chairman Souder, I might add there is a study that 
was just released this week out of England, where they went to a 
full-blown condom message, and what they have is a disaster on 
their hand as they go back and measure, in terms of increased teen 
pregnancies, increased STDs, and increased onset of early sexual 
debut. And what they are doing, the government in England now 
is reassessing whether that program is right, because what they 
did was actually increased sexual activity. And I am not saying 
that all condom messages do that, and I would not say that, but 
the British have decided that maybe they went down the road the 
wrong way, because they actually have marked increases in all the 
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bad outcomes associated with early sexual activity through a gov- 
ernment that was designed to do just exactly the opposite of it. 

Mr. SouDER. Dr. Zenilman, because one of the things we are ar- 
guing here are outcomes, and you did a study, you were the lead 
author, in 1995. And if I can quote from this, I would like to hear 
your comments on it. That 15 percent of the men who were always 
condom users had incident sexually transmitted diseases, compared 
with 15.3 percent of those who never used condoms, 23.5 percent 
of the women who were always users in incident sexually transmit- 
ted diseases, compared to 26.8 percent of never users. This study 
did not determine if subjects were infected with HPV, it should be 
pointed out. 

In your study there was no significant statistical difference be- 
tween men and women who always used condoms and those who 
never used condoms. So how do you explain that study? I would be 
interested. 

Dr. Zenilman. Sure. I would be happy to. The title of the study 
was the validity of self-reported condom use, and the question that 
was asked was can we use sexually transmitted diseases as a bio- 
logical marker of condom use. And there is subsequent data to sup- 
port our hypothesis from other areas, that if you are actually ask- 
ing somebody within a clinic environment, where the messages are 
to use condoms all the time, and you are seeing them, that we un- 
derstand that a certain proportion of people will over-estimate their 
condom use. In a sense, there is an incentive to say that they use 
when they did not. So the question in that study was actually not 
on the efficacy of condom use, but, rather, do patients really tell 
the truth about their condom use and are there ways that we can 
develop methods from a behavioral standpoint or from a biological 
measure to measure that more accurately. I stated actually in the 
text of the discussion of that article that was really the specific ob- 
jective of the study and what our hypothesis was. 

Mr. SouDER. So the fact that there were no significant difference 
between usage of condoms and not, you assumed that your people 
were lying. 

Dr. Zenilman. That is correct. 

Mr. SoUDER. How did you confirm that they were lying? 

Dr. Zenilman. Well, embedded in this study there were a large 
number of partnerships. We never had enough data to actually 
publish this as a formal manuscript, but if we asked partners of 
men who said that they used condoms, the men said they used 
condoms 100 percent of the time. We had a certain number of fe- 
male partners in that study and we actually looked at the same 
question and how they responded to the question, and there was 
no correlation. 

Mr. SoUDER. How did you know they weren’t lying? 

Dr. Zenilman. Somebody is. 

Now, on a subsequent issue, actually, we do have some more re- 
cent biological markers which we are analyzing from that same 
study. 

Mr. SoUDER. Because whenever you get into sexual activity ques- 
tions, for example, some believe that the number of people who say 
they are sexually active in certain periods of time in American his- 
tory will be exaggerated; in other times, when there is a public 
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message that stresses more abstinence, the number of people who 
say they are abstaining is exaggerated. The problem with this is 
to make claims based on data where you don’t know whether your 
subjects are lying seems to be a rather tenuous proposition. 

Dr. Zenilman. Well, with all due respect, sir, that actual paper 
had been through several series of peer review by journals and had 
been presented at a number of national meetings and has been 
validated in subsequent studies. I would be happy to share that 
with you. 

Mr. SOUDER. I wasn’t even necessarily referring to your paper, 
because if your assumption is correct that there is a certain per- 
centage lying, if you agree that a certain percentage lie depending 
on other variables in the society on whether they are abstaining or 
not abstaining, this whole question of scientifically saying effective- 
ness is in fact somewhat challengeable, to say the least, because 
you can’t establish who is and who isn’t, and, therefore, the sci- 
entific argument that it is effective is fairly shaky. 

Dr. Zenilman. I think that was a specific objective of the NIH 
committee which was mentioned. And as I am sure you are well 
aware, there was a subsequent research meeting which actually es- 
tablished a number of research priorities for the NIH and other 
HHS agencies to investigate this specific issue. I mean, that is rec- 
ognized as a research question. 

Mr. SoUDER. Dr. Coburn, do you have any comments on this? 

Dr. Coburn. I would just say we are seeing the same thing in 
HIV right now. There are studies out there where people say they 
tell their partners but don’t; and then there are those that say they 
always use condoms but don’t. So the data is skewed based on the 
lack of truthfulness based on the question that is asked. There is 
a prejudice when you ask the question, because right now, today, 
in today’s climate, it is important for people who are HIV-infected 
to always use a condom, it works 86 percent of the time. Well, if 
they are not, but the standard in the society is to use it, you are 
going to get an answer that they use it, even though what we know 
when we have people actually inside the groups that are participat- 
ing and actually participating in that behavior, what we see is a 
very different story. And that is why we are seeing, in the gay com- 
munity, a rise in new infections, because they are not using 
condoms anymore, because we have done great research in terms 
of the successful control of the disease for a great many people. 

So I think all data is hard to get, and I think this study is impor- 
tant in terms of telling us not about whether there is a comparison 
of sexually transmitted diseases with condoms or without. It is im- 
portant in terms of saying it is hard to get truthfulness in some 
of this, and I think it is true. 

I would also say Dr. Cox has been responsible, to a great extent, 
for our change in how we handle cervical cancer, especially abnor- 
mal Paps. This has changed over 5 to 6 years. We are not as ag- 
gressive as we used to be because of some of the research that has 
come on that, and I think that needs to be said, because that 
knowledge of HPV in terms of low-risk, we aren’t as aggressive as 
we were in the past, and we don’t have to be because of some of 
the research that they have put forth. 
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Mr. SouDER. Well, we have had you here for a long time. Let me 
finish this way. And we will go in reverse order, so you get the first 
chance. Most of you have come as far as the others, but we will 
have you start. And I will let you make any comments you want 
after having heard what each of you said in this panel and what 
you have heard at the hearing today. 

Dr. Zenilman. 

Dr. Zenilman. So it is a general open? 

Mr. SouDER. Yes. Open mic time. 

Dr. Zenilman. Right. First of all, I want to thank you and the 
committee for inviting us. I think really, from what I have heard, 
there is less disagreement than actually may be innately obvious, 
because I think the basic messages are there and I think we are 
in agreement on. I think it is specifically how it is framed. And I 
think if we could take a little bit of the acrimony out of this, we 
may be able to be more able to craft a message which is consistent 
with what everybody wants. 

Mr. SoUDER. Thank you. 

Dr. Meeker. 

Dr. Meeker. Thank you. I totally agree. I think that, obviously, 
when you talk about sexual activity and sexual behavior, it is pret- 
ty easy for me, because I am talking about kids, and everybody is 
innately protective of kids, so I am very glad I am not an internist 
and talking about sexual behavior of 25-year-old women. That is 
your job. But I think that it is a very emotional topic and one of 
the great difficulties for us, and I do agree that we are in much 
more agreement than we believe, is that with the talk and the dis- 
cussion about the very seriousness of HPV infections and cervical 
cancer is completely shifting the way we need to approach and 
rethink condom use. 

Heretofore, I believe the general public has believed, and many 
physicians like me have believed, that condoms are a panacea. And 
the reason we thought that was pretty well founded, because 
condoms do work better, to use non-medical language, with HIV 
than they do with HPV. That is just the way it is. And we felt very 
secure and safe in just teaching people just use condoms, use 
condoms, different colors, different flavors, different whatever; any- 
thing we needed to do. But this is a new day, and now it is time 
to attend to the needs of our young women. 

Cervical cancer is a young woman’s disease. I am a pediatrician 
here talking about STDs. Isn’t that sad? And so we need to dra- 
matically shift our paradigm in how we think and approach sexu- 
ally transmitted diseases. And I don’t hate condoms, but I know 
that I took an oath 20-some years ago to provide the best medical 
care that I can to my patients, and as far as cervical cancer that 
I see in my young women, it is unabashedly to teach them to delay 
sexual activity as long as possible and to reduce the number of 
partners; and that is where I will go down fighting for that in years 
to come, because that is what the young girls in my practice need 
to hear, and I think the medical community is agreed on that. 

We need some serious Federal money and energy in that. We 
have given it to the HIV/AIDS community, which is wonderful; we 
are making great strides. Now it is time to turn to our young 
women and say we will teach you very aggressively to hold off on 
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sexual activity as long as possible. And we really need to be willing 
to step forward into new territory in that way. 

And I thank you for the opportunity to be here. 

Mr. SOUDER. Thank you. 

Dr. Cox, you have come the farthest. 

Dr. Cox. And have to go back the farthest tonight, yes, and be 
back in the clinic tomorrow morning. 

I think in most ways we are in agreement. I think, as I said 
when I started out this discussion earlier, we all agree that delay- 
ing intercourse as long as possible is in everybody’s benefit, and 
that is the primary message that should be taught in our sex edu- 
cation classes. I feel very strongly, though, that we need com- 
prehensive sex education that includes all the messages, including 
those of how to best protect one’s self when you do become sexually 
active; and that they need to be realistic messages. Young people 
need to be taught that condoms are not 100 percent effective and 
that they don’t work as well for HPV as they do for HIV. But I 
think that to eliminate or at least diminish the potential of their 
use would be quite detrimental and might increase the risk of HIV. 

I disagree on one statement that was just made, that cervical 
cancer is a young woman’s disease. Cervical cancer is really non- 
existent, or almost so, below the age of 21. The serious statistics 
in the last few years have not shown any cervical cancers per 
100,000 women in women 21 or below, but 21 to 24 there is 1.7 per 
100,000 women that get cervical cancer. And of course, the rates 
go up and start to plateau off in the forties. I guess we can still 
call that young women in the forties. But I would agree, though, 
that the risk of getting cervical cancer is an issue that is increased 
by having intercourse and getting exposed to high-risk HPV in very 
young women and teens, and that is where the risk is; it is not that 
there are great risks of cervical cancer then, but certainly that ex- 
posure then puts them at greater risk than if they had gotten ex- 
posed to the virus later in life. And we need to make sure that our 
young women know that. 

And if anybody wants to go to the briefing on HPV that I am 
going to do right after this, I am certainly going to stress the issues 
in terms of education of our children, that they can’t be totally pro- 
tected by condoms against HPV, and that this virus is most risky 
when they are at that age. We would like very much to get motiva- 
tion to delay intercourse, but we also want to make sure that, as 
we prepare our children to be adults, that they have at least the 
tools, when they become adults, to protect themselves. 

Mr. SoUDER. Can I ask you a technical question? Pardon my ig- 
norance. Does the cervical cancer through HPV, does it incubate a 
number of years? In other words, could you be exposed to it when 
you are young and then have it show up? 

Dr. Cox. Most HPV does, if it is going to express itself, goes 
through some cellular expression within a couple of years of expo- 
sure, but some perhaps may lay in what we call a non-express or 
latent phase for a number of years and then immunity decreases. 
And they haven’t cleared the virus, which most do, but if it goes 
a number of years and they haven’t, it then may express itself. But 
I think probably most get some expression early on. And when you 
get a high-grade lesion in a young women, typically those high- 



138 


grade pre-cancers will be present for many, many years before they 
attain the capability of being invasive. So the reason that cervical 
cytology has diminished the risk and the rate of cervical cancer so 
dramatically is the capability of picking up those high-grade 
changes before they become invasive cancer, and treating them. 

Mr. SouDER. If you have the pre-cancer lesions and so on, does 
that make it more likely that you could be exposed from further 
sexual activity with different partners later in your life? Is there 
any kind of reoccurrence vulnerability that develops? 

Dr. Cox. It is interesting. Most of the studies that have looked 
at women as they age have shown that with increasing number of 
partners, individuals appear to become immune to increasing num- 
ber of types, so that getting exposed to HPV again, they may be- 
come less likely to be HPV positive. Of course, increasing number 
of partners also increases the risks that they may have a viral type 
that isn’t cleared and may eventually get cervical cancer. 

But I am not sure I totally answered your question. 

Mr. SouDER. I wouldn’t totally understand it if you totally an- 
swered it anyway. I was just trying to get a basic understanding. 
Thank you. 

Dr. Bush. 

Dr. Bush. I was just going to piggy-back on that response. The 
Medical Institute for Sexual Health has published a monogram on 
condoms, and in it it talks about the cumulative effect of repeated 
infections, and that does put you at risk for cervical cancer. 

What I was going to originally say was that I have been in wom- 
en’s health for 35-plus years, and when I first started, principally 
dealing with childbirth, when we talked about the use of condoms, 
it was always derided as the least effective form of contraception. 
And that is mostly what condoms were used for. And, of course, 
100 percent effective was your hormonal contraceptives, and so 
condoms were considered 85 percent effective for prevention of 
pregnancy, and we considered that worthless. 

It is interesting to me now we say condoms are 85 percent effec- 
tive for prevention of HIV and we call it highly effective. So that 
is kind of confusing. I don’t know if the 35 years made the dif- 
ference or what, but that is interesting. 

I also wanted to add that when a woman gets infected with HPV, 
then the persistence of infection is the thing that gives her the in- 
creased risk. We don’t know which woman is going to get rid of the 
infection with her immune status and which one is going to persist. 
So it is like when I am counseling a woman to use the best method 
to prevent an infection, prevent an infection, then not knowing her 
immune status, I am going to give her information that will put 
her at the greatest health-promoting method, and that would be to 
abstain from sex, to delay sex, to limit her partners, because I feel 
like I am giving her the best recommendation, to modify her behav- 
ior, that will promote the best for her long-term. I too am the moth- 
er of children, and this is what I tell my kids, so I feel like it would 
be unethical for me to tell my patients anything less than the best. 

The YKBS study that was put out by the GDC showed that 50 
percent of young people are now reporting that they are abstaining 
from sex, so I feel like the best method to delay sexual activity is 
having an effect. And I am encouraged by the fact that in the 
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study, when they broke it out with ethnic minorities, the group 
that showed the greatest progress toward abstinence, increasing 
their rates of abstinence, were African-American youth. So I feel 
like the message is being put out there, is being heard, and I would 
like to see us put as much effort, as much money, as much re- 
sources into promoting the method that will give you the best 
health, that will be primary prevention, as opposed to a second tier, 
which is the condom. 

Mr. SOUDER. Thank you. 

Dr. Coburn. 

Dr. Coburn. Well, thank you for having this hearing. I think it 
is important. I still am skeptical that the FDA and the CDC will 
come up to the bar that they need to. They have made statements; 
it is my hope that they will do that. 

I was just kind of wondering and thinking out loud what if every 
one of our children aged 12 years and older was taught about HPV 
and what the consequences would be. What would the behavior 
change be if they were actually taught in school here is a virus, 
here is how you get it, here is what is going to happen. I will tell 
you what would happen: the vast majority of them would delay the 
onset of sexual activity. And what we are talking about when we 
talk about abstinence is a realistic look at what are the con- 
sequences if you have a behavior other than that. And we are 
afraid to tell our children the truth, as far as the Government is 
concerned, and it is time that changed. Our children are worth 
more than that. We ought to invest in them. We ought to trust 
them that the majority of the time they are going to make good de- 
cisions. They are not going to make bad decisions all the time. And 
then we ought to support them at the time when they make a bad 
decision. 

The other thing is that Congress ought to continue to support 
HPV vaccine research, but it needs to be a broad multivalent vac- 
cine. Going after one or two types is halfway, and if we put money 
into that instead of a good solution to it, a good secondary treat- 
ment option rather than prevention, I think we will have failed. So 
I think oversight in terms of what the CDC and the FDA are doing 
in terms of vaccines are very important, because if we just go after 
HPV-16, what we are going to see is the other viruses rise in 
terms of prevalence, if we haven’t decreased the age of onset and 
the number of partners. 

So I thank you for holding this hearing. Prevention is the best 
message for our youth, and the best message with that is knowl- 
edge associated with sexually transmitted disease and an attitude 
of abstinence. We use that method on every other area where they 
are at risk; there is no reason that good leadership couldn’t use 
that method on this. 

Mr. SoUDER. Well, thank you very much. We will put your full 
statements in the record. If you have anything else to add, we may 
have a few written questions for you before we close the hearing 
record. 

With that, the subcommittee stands adjourned. 

[Whereupon, at 2:43 p.m., the subcommittee was adjourned, to 
reconvene at the call of the Chair.] 

[Additional information submitted for the hearing record follows:] 
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Thank you for the opportunity to testify on the human papillomavirus (HPV) and 
cervical cancer. My name is Dr. Richard Schlegel, and I am the Professor and Chair of 
the Department of Pathology at the Georgetown University Medical Center. 

Worldwide cervical cancer remains one of the primary causes of cancer deaths in 
women, resulting in more than 250,000 deaths per year. Eighty percent of these deaths 
occur in developing countries where screening and treatment are absent or seriously 
deficient. It has been confirmed that cervical cancer derives from HPV infected cells. In 
other words, HPV is a necessary precursor of cervical cancer. Presently, there are 
methods available to generate a vaccine against this virus. In fact, I was involved in the 
research that led to the first generation vaccine. However, the first generation vaccine 
involves the production of virus-like particles (VLPs) and this method is very expensive 
and the vaccine that is produced must be stored in a frozen state. This creates 
tremendous hurdles to successful delivery of the vaccine to developing countries where 
refrigeration is not always available. 

I have been working on the advancement of a new second-generation HPV 
vaccine that has proven to be highly effective in animal trials. The vaccine can be 
produced inexpensively in bacteria and is much simpler to purify than the prior 
formulation. Moreover, the vaccine can be converted to a stable powder, which can be 
shipped and stored at room temperature. Thus, the new HPV vaccine offers several 
important advantages over the first generation vaccine, particularly with regard to 
distributing this prophylactic vaccine to the developing world where it is critically 


needed. 



141 


The cost of the current vaccine is $100 per shot, and each patient needs a series of 
3 shots to be effectively immunized. However, the second-generation vaccine would cost 
much less, in the range of $ 1 0 per shot with a total cost of $30 per patient. The savings 
realized in treatment alone would be enormous. Not to mention the savings that would 
result from fewer women having to be treated for cervical cancer. It is my understanding 
that in the U.S. about $6 billion per year is spent in detecting and treating cervical cancer. 
Of course a dollar amount could never be put on the human suffering avoided and lives 
saved as a result of this vaccine. 

As members of the Subcommittee know, bringing a drug or vaccine to market 
involves four phases: animal trials, phase 1-3 clinical trials, and commercial production 
and distribution. On this second-generation vaccine, animal trials are complete and were 
highly successful. Phase I trials are being funded through a Rapid Award from the 
National Institutes of Health (NIH). Approximately twenty patients will be in this small 
trial. The phase II trials would involve about 500 human patients and cost approximately 
$1.5 million. Typically, this phase is funded by a pharmaceutical company which would 
then move to commercial production. However, I have been told by a leading expert in 
the field of vaccine development that pharmaceutical manufacturers have three criteria in 
determining whether to fund phase two trials. They are: 

1) The product is at least as effective as currently available products; 

2) There is a clear advantage for the new product over those currently on the 

market; 

3) The product must earn $750 million profit beyond its production costs. 
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While this vaccine clearly meets the first two criteria, the pharmaceutical industry 
does not foresee earning $750 million beyond production costs for this vaccine. From a 
societal view, this is myopic, A cost effective, stable HPV vaccine would save the lives 
of nearly 250,000 women, which is priceless. On the financial side, however, the 
elimination of cervical cancer by a vaccine would cut health care costs enormously and 
yield a great benefit here and in developing countries. 

I believe very strongly in this vaccine and its potential. I come to you because I 
hope you can help us find a way to overcome the lack of support for this new initiative. 
Indeed, I think this vaccine brings to light a broader policy issue. There must be a way 
that the government can intervene, as it has done in the case of so-called “orphan drags”, 
to insure that medications like this one are not stymied because the normal business 
model does not fit. Too much is at stake not to tackle the challenge. 

I appreciate very much your consideration of my testimony and may be contacted to 
answer any questions you have regarding the research and progress on this second 
generation vaccine. 
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To Whom It May Concern: 

Thank you for your service and commitment to improving women’s healthcare and 
preventing the unnecessary spread of Cervical Caner and Human Papillomavirus. I hope 
my personal testimony and experience will be of aid to you as you thoughtfully listen to 
the advice of experts and deliberate their suggestions. 

I am a 21 year old college student. I attended Grayslake Community High School in IL, 
the student population was about 1650, when I graduated. During my high school years I 
was a varsity cheerleader, varsity tennis player and I dated the Homecoming King for two 
years (I was the Prom Queen). I “hung-out” with students that were sexually active both 
at early ages and with many different partners. I had friends that got pregnant as young 
as fifteen, had abortions, and contracted various sexually transmitted diseases. I also had 
a large number of close-friends that were and are virgins as I am. 

I was the president of Students Against Destructive Decisions (S ADD) for three years 
and I was a teen trainer for the American Lung Cancer Association with the: Teens 
Against Tobacco Usage (TATU) program. Just last fall I became certified by the state of 
Virginia to teach abstinence education. 

The message 1 have from suburbia Illinois is that the two things sexually active teens are 
worried about are: 1) am I pregnant and 2) did I contract an STD. Condoms, until the 
outbreak of HPV, generally protected them from both. Those that refrained from sexual 
intercourse often did so because they did not want to risk either of those two concerns. 
Yet, the safe sex message being taught in the public schools is that condoms protect, for 
the most part, from both. When in reality condoms do not protect from HPV. 

On the message of Safe Sex vs Abstinence: Teens are clearly told regardless of rhetoric 
that they will eventually have sex outside of a monogamous relationship and that when 
they engage in sexual behavior to do it safely (ie use a condom). The truth, according to 
your third panel, is that there can be “safe sex” from HIV and gonorrhea when wearing a 
condom but that there is no safe sex from HPV. That message is not given to the general 
public. Abstinence Education as Dr. Weldon mentioned, often has less results if it is not 
an ongoing education. Also, as mentioned by panelist Dr. Meeker, the minimum goal 
should be — abstinence while the girls are young because HPV is more easily contracted 
while the female body is still developing. 

Although, I am a virgin and will be one until I am married, I do not expect that everyone 
or even most people will make the same personal decision. However, when helping 
young people decide their position, especially, those educated by our collectively fiinded 
public schools; it is robbery to not fully teach them about the dangers and realities of 
HPV. 

Advice 

1. Label condoms correctly and focusing funds on HPV education and PAP procedures. 
If you recall, the second concern of those sexually active is: contracting a STD. Thus, 
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educating them on HPV might cause young people to refrain from sexual activity 
(which would buy time to develop cures). 

2. The concern that abstinence education does not work is fool-hearted because it has 
not been tried. It is impossible to measure the effectiveness of a program of this 
nature if there is not a clear message, hope for success, and clear expectations 
communicated for years. Currently, teens are told by the actions of society, 
particularly the government and some commimity leaders that they will be 
promiscuous, the question is just when. Why, when teen are expected to engage in 
sexual relations, should they not do what is expected of them? They have no standard 
to live up to. Nothing to strive for. 

3. For what it is worth, I would request serious consideration of a clear message about 
the truths of HPV and let young people conclude as they will. Precautionary 
messages will help bring about prevention, not absolutely but in a much larger 
number than communicating constant doom. 


Thank you for your time, service, and consideration, 


Jane A. Grisham 
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Testimony of 

Senator Connie Lawson, Indiana General Assembly 
For Women In Government 

Before the House Subcommittee on 
Criminal Justice, Drug Policy and Human Resources 
United States House of Representatives 
Washington, DC 


February 5, 2004 

Mr. Chairman and Members of the Subcommittee, 

My name is Connie Lawson and I am a second-term State Senator from Indiana. I am pleased to 
offer this testimony today on behalf of Women In Government. Women In Government is a bi- 
partisan, non-profit, educational association of elected and appointed women in state 
government. 1 currently serve on our Board of Directors and am also on our organization’s 
Cervical Cancer Task Force. 

Given that cervical cancer is one of the most preventable types of cancer due to early detection 
techniques, no American women should die of this disease. Thus, Women In Government has 
chosen eliminating cervical cancer over the next ten years as one of our organization’s top 
priorities. In 2003, we formed a Cervical Cancer Task Force to address this issue and in January 
2004, we launched a new campaign called the “Challenge to Eliminate Cervical Cancer.” The 
campaign challenges state legislatures across the country to pass our members’ bills and 
resolutions calling for improved public education about cervical cancer and HPV and broadened 
access to the most advanced screening tests - regardless of women’s socioeconomic status. 
Already, members of our organization have introduced or plan to introduce legislation or 
resolutions in approximately 10 states. 

My testimony today addresses the subject of HPV, which studies show is the cause of virtually 
all cervical cancers, and the important role that HPV testing in cervical cancer screening can play 
in helping to eliminate this deadly disease. 

It is important to note that cervical cancer rates have decreased significantly over the last 60 
years, due to widespread screening using the traditional Pap smear. However, according to the 
American Cancer Society, over 10,500 women will be diagnosed with and approximately 3,900 
women will die of cervical cancer this year. This cancer, however, is nearly 100 percent 
preventable. It is a slow-developing disease that can usually be treated before abnormal cells 
develop into cancer. So, why are thousands of women still dying? Two key barriers have 
blocked our way. 

First, cervical cancer disproportionately affects minority women and those with lower incomes, 
because they are less likely to have access to routine screening. Hispanic women, for example. 
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are twice as likely to be diagnosed with cervical cancer as Caucasian women. Approximately 
half of all cervical cancer cases are in women who have never been screened, and 10 percent are 
in women who haven’t been screened in the last five years. Thus, despite the high level of 
preventive care offered in this country, we must do more to extend life-saving technology to all 
age-appropriate women. 

Second, in women who are screened periodically, studies show that the Pap smear’s ability to 
identify women with cervical cancer or its early signs ranges between only 5 1 percent and 85 
percent. Now, however, research shows that a test for HPV is much more effective at identifying 
women needing early intervention to stop the disease. A recent study of over 1 1 ,000 women 
showed that its sensitivity was over 97 percent. The test is now approved by the U.S. Food and 
Drug Administration for women 30 and older, for use along with the Pap smear, and is 
recognized in the screening guidelines of several leading medical groups. These organizations 
include the American College of Obstetricians and Gynecologists, the American Cancer Society 
and the Association of Reproductive Health Professionals. 

But having advanced technology is only the first step toward eliminating cervical cancer. Every 
woman - no matter what her socioeconomic status ~ must be informed about and have access to 
routine cervical cancer screening using the most up-to-date techniques. Education about cervical 
cancer and HPV is especially important because the more women know about their healthcare 
and the tests available to them, and what results of those tests mean, the more empowered they 
can be to take an active role in ensuring their own good health. 

To help accomplish these objectives, and as part of Women In Government’s “Challenge to 
Eliminate Cervical Cancer campaign,” I have recently introduced a resolution in Indiana. The 
resolution calls on our legislative council to direct the appropriate committee to review the data 
regarding cervical cancer and HPV and evaluate current methods of public education and access 
to regular cervical cancer screening and options for increasing screening accuracy. 

I look forward to working with my colleagues in the Indiana legislature to pass this resolution 
and then helping Women In Government benefit from my experience so that they too can 
advance this issue throughout the states. 

While Women In Government members are tackling this important issue in our own states, I 
urge the Congress to similarly take action on improving cervical cancer education and screening 
programs at the federal level, I appeal to the Congress to make better screening tests available to 
all women - including imderserved women. 

Only by working on this issue at both the state and federal levels can we reach the attainable goal 
of finally eliminating the threat of cervical cancer for the women of America. 

Thank you for the opportunity to provide this testimony. 
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Testimony of 
Walter Kinney, M.D. 


Before the House Subcommittee on 
Criminal Justice, Drug Policy and Human Resources 
United States House of Representatives 
Washington, DC 


March 11,2004 

Mr, Chairman and Members of the Subcommittee, 

Thank you for the opportunity to explain the important and growing role of testing 
women for human papillomavirus (HPV) in cervical cancer screening programs in the 
United States. 

My name is Dr. Walter Kinney. I am a gynecologic oncologist, which means that I am 
responsible for the care of women with genital cancers, including cervical cancer. I am an 
Associate Clinical Professor of Obstetrics and Gynecology at the University of California 
at Davis, and I practice in Sacramento at the Kaiser Permanente facility here. My 
testimony today reflects my own opinions (rather than those of my employer) which were 
formed from my experience in my current position as well as from years of clinical 
research in the area of cervical cancer. I have authored or co-authored 20 studies 
published in peer-reviewed medical journals on cervical cancer, HPV and HPV testing, 
and have helped to develop the categories in the current Bethesda system, by which Pap 
smears are diagnosed. I have also participated in the development of the current 
guidelines for cervical cancer prevention from the American Cancer Society, and the 
American Society of Colpcoscopy and Cervical Pathology. I am presently in the process 
of developing a set of standards for response to abnormal Pap smears at the request of the 
American College of Obstetrics and Gynecology. 

There is now consensus in the medical community that infection with “high risk” types of 
human papillomavirus (HPV) must be present for a woman to develop cervical cancer. 
Research shows that determining a woman’s HPV status helps identify her risk of having 
or developing cervical cancer or precancer - thus allowing her to either be monitored 
closely and treated early, or to safely avoid frequent, repeat examinations. In contrast, if 
we rely on Pap smears alone, even frequent testing is associated with a significant 
potential for false negative results - thus raising the possibility that cervical disease will 
develop undetected into invasive cancer. I believe the ability to accurately assess this 
risk can significantly help to improve the effectiveness and efficiency of cervical cancer 
screening programs in the U.S. 

As you may well be aware, HPV is a highly prevalent virus: The cumulative lifetime risk 
of having ever carried HPV is 80-90 percent for adults who have been sexually active. 
HPV can be present in some people’s mouths or under their fingernails. Carriage 
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therefore does not require sexual intercourse. For the vast majority of women HPV is 
suppressed by the immune system without their awareness and without ever causing them 
any harm. As a consequence it is not a “disease”, in that the vast majority of women who 
carry it are not adversely affected by it in any way. Transient carriage of HPV is normal, 
and should be not be stigmatized. It does not mean infidelity or promiscuity, nor should it 
be associated with gonorrhea or syphilis in the minds of patients. Stigmatizing HPV 
erroneously in this fashion means that women will not want to be tested, and that we are 
at risk of losing the potential benefit of better cervical cancer prevention that HPV testing 
can provide. 

HPV does not directly lead to cancer. Rather, long term carriage of HPV enables 
abnormal cervical cells to reproduce unchecked by the body’s natural defenses - 
sometimes leading to cervical disease or cancer. Most women will suppress HPV before 
significant cell changes occur. Only persistent carriage of HPV - usually lasting more 
than decade - can lead to cervical cancer. 

The traditional method of cervical cancer prevention has been the annual Pap smear. In 
this test, cells are scraped from the cervix and then examined under a microscope. The 
Pap smear has several flaws. First, it is not a “sensitive” test, which means it often fails 
to identify women who have early signs of cervical disease. An evaluation in 1999 by 
the Agency for Health Care Policy and Research found that, on average. Pap testing is 
only 51 percent accurate at identifying women with moderate or high-grade cervical 
lesions. A Kaiser Permanente study published in the journal Cancer in 2000 showed that 
28 percent of women diagnosed with invasive cervical cancer had had only normal Pap 
results in the preceding 3 years. The American Cancer Society reports that 40 percent of 
women with cervical cancer had normal Pap results within the previous five years. 

Newer “liquid-based” Pap tests - which flush cervical cells clear of debris so they can be 
viewed more clearly on the slide - have been shown to increase the sensitivity of the Pap, 
However, the fact remains that that Pap is a subjective test, dependent upon individual 
interpretation and judgment, regardless of how the slide is prepared. 

Another problem with Pap smears is that they often produce ambiguous results. Five to 
seven percent of the 50 million Pap smears performed in the U.S. each year produce 
inconclusive results known as ASC-US (atypical squamous cells of undetermined 
significance). Few of these women actually have cellular changes that require treatment, 
yet most have traditionally undergone unnecessary additional testing and procedures, 
which can be anxiety-producing, uncomfortable and inconvenient for women, while also 
increasing healthcare costs. Finally, adding to the uncertainty around Pap smears, their 
results are difficult to reproduce, because different individuals may interpret the same 
slide differently. In a major study by the National Cancer Institute (NCI), fewer than 50 
percent of high-grade precancerous lesions diagnosed by Pap smear at referring 
universities had the diagnosis confirmed upon later review. 

In contrast, studies show that HPV testing has a higher sensitivity than the Pap smear for 
identifying women with early signs of cervical disease or cancer, which translates into a 
higher negative predictive value (the ability to rule out disease). A study of over 1 1 ,000 
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women published recently in the leading medical journal. The Lancet, showed that the 
sensitivity for HPV testing was 97.1 percent, compared to 76.6 percent for the Pap test. 
Additionally, studies show that the negative predictive value of HPV testing in 
conjunction with a Pap smear in women aged 30 and over ranges between 99.93 percent 
and 1 00.0 percent for high-grade cervical disease or cancer - higher than the Pap alone. 

So what does all of this mean? Because of its high sensitivity and negative predictive 
value, HPV testing adds more certainty to cervical cancer screening. HPV testing already 
is the standard of care for follow-up evaluation of women with ASC-US Pap results, 
having been shown conclusively to offer a better assessment than repeating the Pap or 
performing a more invasive procedure called colposcopy. This approach has been 
validated by a major NCI study and confirmed in consensus guidelines published in the 
Journal of the American Medical Association in 2002. 

Recently, in 2003, the U.S. Food and Drug Administration also approved the Hybrid 
Capture II high-risk HPV DNA test for routine screening in conjunction with a Pap smear 
for women aged 30 and older. Studies suggest that women who test negative on both the 
HPV and Pap tests can be very reassured that they are not at current risk, and can be 
safely screened less frequently than those who are HPV positive. In fact, one round of 
negative HPV and normal Pap test results can provide reassurance equal to or better than 
three normal consecutive annual Paps. Additionally, research shows that using HPV 
testing in such a manner can save more lives and reduce healthcare costs to a greater 
degree than traditional Pap smear-only programs. 

Thus, the American College of Obstetricians and Gynecologists (ACOG) and the 
American Cancer Society (ACS) have recently updated their screening guidelines to 
include HPV testing in combination with a Pap smear every three years for women aged 
30 and over. Both groups offered this as a viable alternative to more frequent testing 
using just the Pap. 

Use of HPV testing in routine cervical cancer screening is increasing and numerous 
insurance companies already reimburse for it. In January of this year, Kaiser 
Permanente’s Northern California region announced that it would offer and recommend 
HPV testing in addition to a Pap smear to all women 30 and over. Under this protocol, 
those women who opt for HPV testing along with their Pap smear will still have routine 
gynecologic exams. However, if their HPV and Pap tests are both normal, they will not 
be re-screened for another three years - in accordance with the ACOG and ACS 
guidelines. Women who are positive for HPV but have normal Pap results will be re- 
screened every year, also in accordance with the new guidelines. Those who are HPV 
positive and have abnormal Pap results will be referred to colposcopy. The goal is to 
provide screening with the best tests, by focusing resources on the women who truly need 
them. 

For a program such as tliis to succeed, I believe that education of clinicians and women is 
essential. Physicians must understand how to factor a woman’s HPV status into their 
screening recommendations. They must also know how to sensitively communicate 
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information about HPV and a woman’s HPV test results in order to reduce anxiety. 
Conversely, women must understand that less-frequent screening does not mean that 
annual gynecologic examinations no longer are needed. Additionally, women must 
understand the meaning of an HPV test result so that this information can be empowering 
rather than anxiety-provoking. 

In summary, with proper education of healthcare professionals and women, I believe that 
HPV testing offers tremendous opportunities to improve cervical cancer screening for 
American women, while reducing healthcare costs by enabling resources to be focused 
on those women who need them most. 

Thank you for the opportunity to comment on this matter. 

Walter Kinney M.D. 
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Testimony of Christine Baze Guay 

House Subcommittee on Criminal Justice, Drug Policy and Human Resources 
U.S. House of Representatives 
Washington, DC 
March 11,2004 


To the Chairman and Members of the Subcommittee: 

I would like to thank the subcommittee for the opportunity to provide written testimony 
about a topic that is so personal and important to me. As a cervical cancer survivor, I 
believe I can share some insight into the devastation that diagnosis and treatment of this 
disease can bring to an individual's life. 

My name is Christine Baze Guay. I am a 35-year-old musician living outside of Boston. 
When I was diagnosed with cervical cancer in April of 2000, 1 knew very little about the 
disease or about HPV, the virus that causes it. Now I know this is a cancer that can be 
prevented and I have chosen to use my voice and my experience to help other women 
avoid it. As you evaluate the issue of HPV, I urge you to consider that, for a woman, 
understanding HPV, knowing her HPV status and not being embarrassed to talk about it 
with her doctor, can help ensure that she never goes through what I went through. 

My story begins with music. I started playing the piano at age four and never stopped. A 
classical pianist for 20 years, my identity was wrapped in the music I performed. It 
allowed me to have a voice, share emotion, and connect with people - it was what made 
me feel like myself It wasn't until grad school that I considered singing and playing the 
piano together, and it wasn't until years later that I would discover the joy of writing my 
own material. The evolution was magical. Before I knew it, I had my own band, steady 
gigs, a large following, and was said to be "the next big thing that comes out of Boston." 

But all that changed when I woke up one day in January of 2000 and saw blood. Lots of 
it. I called my gynecologist, he said not to worry, that women spot between cycles. I 
said I've never spotted, and this was a LOT of blood. Once in the office, I was assured 
that I was "stressed" and that nothing was wrong. I was to return in two months for my 
annual exam, and not worry about it. So I did Just that. I went on playing my music and 
dreaming of being a rock star. 

Then I went in for my annual exam in March, and my pap test came back abnormal. I 
had never had an abnormal pap, and I had been going for my annual tests faithfully since 
I was 18 years old, so I was confused and concerned, I returned to the office for a 
colposcopy, and my doctor explained that he was seeing dysplasia - cell changes - and 
that they would need to be removed. He took a biopsy and told me about a procedure 
called “LEEP.” He asked me to come back in a week to review the results of the biopsy 
and schedule the procedure. When I asked him what this all meant, he explained that, if 
left untreated, the dysplastic cells could turn into cancer of the cervix. I said "cancer?" 
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He then assured me that I did not have cancer, that I had normal paps every year 
(including the year before), that this type of cancer is slow growing, but that we needed to 
get the cells out of my body before they did turn cancerous. 

The day of my follow-up appointment I got a phone call at 8:15 AM, It was a woman 
confirming an appointment I did not have with a doctor I did not know. When I 
questioned her, she said my gynecologist had set it up for me and asked me if I had 
spoken to him. I said 1 had not, but was scheduled to meet with him later that morning to 
review the results of my colposcopy. I asked her if she was calling about my LEEP 
procedure. When she hesitated, I insisted on knowing who this doctor was and what this 
appointment was for. She finally said, "I'm so sorry Christine. Dr. Duska is a 
gynecologic oncologist and I am calling from the North Shore Cancer Center." 

I looked at my husband and said "I have cancer." 

It’s weird how life can change dramatically in one moment in time. That phone cal! was 
my moment, and from that came a whirlwind of terror and sadness that is hard to put into 
words, I was diagnosed with invasive cervical cancer with extensive lymphatic invasion. 
Ten days after my diagnosis I had a radical hysterectomy. A month after that I had 
another surgery move my ovaries out of the radiation "frying zone." A week after that I 
started five weeks of daily pelvic radiation, concurrent with four rounds of chemotherapy, 
followed by three rounds of internal radiation. At 3 1 years old, I was physically depleted 
and emotionally devastated. 

Most people are aware of the physical impact cancer and treatment can have on a person 
- it becomes apparent to everyone around you. What is less obvious is the emotional 
impact. After my treatment ended, the depression that followed was stifling. I felt like I 
had no idea of who I was, what was to become of me, my life, or what was I supposed to 
do. 

I finally realized that 1 was indeed depressed, and I needed to attack the depression the 
same way I attacked the cancer. I started taking an anti-depressant, went to individual 
therapy, joined a cancer group and then a "young" cancer group. I started doing yoga, 
reiki, and acupuncture. We bought a house and I painted every inch. We got a puppy 
and she became my lifeline. Eventually it worked. I felt like I was getting my life back. 
But the music was nowhere to be found. It had stopped the day I was diagnosed, and I 
had yet to find the passion again. The one thing that always made me feel like me was 
gone - and I didn't think I was going to get it back. 

Then I saw the movie "Harold and Maude," and became completely inspired by Maude’s 
enthusiasm for life and every experience that comes with it. The soundtrack by Cat 
Stevens rang in my head, and when I heard the song, "Trouble," something clicked and I 
realized it was the song of the last year and a half of my life. I ran to my piano and 
started playing and singing that song. I felt it. I cried. It was the day the music returned 
to my life. 
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Now I am almost four years in remission, and I have decided to use my voice, my music, 
and my story to help educate other women about cervical cancer and what can be done to 
prevent it. I started a non-profit organization called popsmear.org and I organize benefit 
concerts around the country to raise awareness and money for the fight against cervical 
cancer. As a survivor, I do not want anyone to have to endure what I had to. And they 
don't have to. 

My cancer was undetected for years. The standard pap test has a very high false negative 
rate, and women can be told they are "normal" when they are not. Despite my yearly 
visits, it wasn't until my doctor's office started using more modem technology (a liquid- 
based pap test), that my cancer was found. In addition, we know now the cause of 
cervical cancer - HPV - and there is an FDA-approved test that can determine who is at 
increased risk. All women need to understand the role of HPV and that cervical cancer 
IS preventable. It is crucial for women to have the information necessary to advocate for 
themselves, and that all women have access to these technologies that can save lives. 
Women also need the ability to talk about HPV with their doctor without feeling self- 
conscious or judged. 

I am the lucky one - 1 did not lose my life to this disease. But, I can never have children. 
My digestive system and vagina are continuously reacting and changing as a result of 
radiation damage. I also live with the fear that it will return, and that I will not be so 
lucky. Cancer has changed my life dramatically. However, I am choosing to do 
something about it and advocate on behalf of all women. I'm just a musician, but I 
believe that I can make a difference. I believe that cervical cancer can be eliminated if 
people are educated about HPV and have access to the latest technologies. This is a 
cancer that we have the answer to - we need to use it. 

I thank you for this opportunity and your consideration on this issue. 
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ACOG Statement to the Committee on Government Reform 
Subcommittee on Criminal Justice, Drug Policy and Human Resources 

Prevention of the Human Papillomavirus and Cervical Cancer 
United States House of Representatives 

March 11,2004 


The American College of Obstetricians and Gynecologists (ACOG), on behalf of its 46,000 partners in 
women’s health care, is pleased to offer this statement to the House Committee on Government Reform, 
Subcommittee on Criminal Justice, Drug Policy and Human Resources. We thank Chairman Souder, 
Ranking Member Cummings, and the entire subcommittee for their leadership to address prevention efforts 
to reduce the incidence of cervical cancer. 

ACOG Fellows care for and treat women of all ages. We believe that improving women’s health is a vital 
investment, and that a strong commitment to preventive health care helps preserve the reproductive health 
and lives of all women. 

As physicians dedicated to improidng women’s health care, ACOG is committed to decreasing the rate of 
cervical cancer and preventing those Human Papillomavirus (HPV) infections that lead to it. We believe 
Congress’ highest priority in reaching this goal should be to expand underserved women’s access to Pap test 
examinations. Although Pap testing does not lower the incidence of the genital HPV infection, it detects 
cellular changes caused by the virus, changes which can then be treated, when necessary, before they 
progress to cervical cancer. 


What is HPV? 

HPV is the name of a group of vimses with more than 100 different strains, of which approximately 30 are 
sexually transmitted. Only a small fraction of women with HPV are at higlt risk for cervical cancer. Certain 
types of HPV cause warts on the hands or feet, while some genital strains cause visible genital warts. Only a 
small number of strains, which do not leave warts, eventually lead to cervical cancer. 


THE AMERICAN COLLEGE OF OBSTETRICIANS AND GYNECOLOGISTS • women s health care physici^ans 
409 12™ STREET SW WASHINGTON DC 20024-2188 
MAILING ADDRESS: PO BOX 96920 WASHINGTON DC 20090-6920 
Phone: 202/638-5577 
Internet: http://ww>v,acog.org 
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Timely Screening is Critical 

Cervical cancer is treatable and curable with regular exams. Tlie cCTvicovaginai smear, or Pap test, is one of the 
few tests available diat detects the presence of a|»einalignant lesion allowing for the prevention of cancer, and its 
success rate in reducing deaths from cervical caiKcr is proven. Actording to statistics, the availability and use of 
the test reduced deaths from cervical cancer by over 60 percait between the yeare 1 950 to 1 980. The 

American Cancer Society estimates that in 2004, about 10,520 cas^ of invasive cervical cancer will be diagnosed 
in die United States, and about 3,900 women will die from the disease. 

It is most important to note that, according to the National Cancer Institute, about half of women with 
newly diagnosed cervical cancer have never had a Pap test, and another 1 0 percent have not had a test 
in the past five years. This makes increasing access to Pap testing among underserved women a high 
priority. 


Access to Screening 

Despite improved screening rates due to the fedaally funded National Breast and Cervical Canc^ Early Detection 
Program (NBCCEDP), ^ess to care is still problematic for some women; race, educational level, and age tend to 
predict access. Afiican- American women have hi^er death rates from cervical cancer, and women with less tiian 
a high school education are less likely to have testing than women with more education. CerviciU cancer has a peak 
incidence between the ages of 40 and 55, yet women in this age group are less likely to have been screened with 
cervical cytology testing than are younger women. 

Recent ^vances in our knowledge of the development of cervical cancer as well as technological changes in 
cancer screening have led ACOG to revise our guidelines regarding cervical cytology testing. Human 
Papilioma\drus infections are common in young women, but in most, the immune system is effective in fighting 
the virus and preventing precancerous changes from occulting. 

Because most HPV infections resolve spontaneously and cervical cancer is exceedingly rare in adolescents, 

ACOG now recommends that cervical cancer screening be^ approximately 3 years after first sexual 
intercourse — but no later than age 2 1 years. Women younger than 30 years of age should have a Pap test each year. 
Women who are 30 or older, who are at low risk, and who have had 3 consecutive negative Pap tests may be 
screened every 2-3 years. Women who are 30 or older may also choose to have an HPV test at the time of their Pap 
test. If they receive negative resul ts on both tests, they should be rescreened no sooner than 3 years. ACOG 
strongly encourages regular gynecologic visits as a part of preventive health care. 

Again, we thank the Committee for addressing this important issue. As of 2002, the Centers for Disease 
Control and Prevention, through the NBCCEDP, have provided breast and cervical cancer screening 
services to more than 1.5 million underserved women. We hope Confess and the Administration will 
continue to eradicate cervical cancer through timely screening, and by focusing efforts on expanding access 
to reproductive health care to all women. 
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BERNARD SANDERS. VERMONT, 
INDEPENDENT 


March 18, 2004 


Honorable Tommy G, Thompson 
Secretary 

Department of Health and Human Services 
200 Independence Avenue, S.W. 

Washington, D.C. 20201 

Dear Secretary Thompson, 

Thank you for your leadership in protecting the health of all Americans. I 
particularly would like to thank you for the January 2004 report “Prevention of Genital 
Human Papillomavinis Infection” issued by the Centers for Disease Control and 
Prevention (CDC). 

The Subcommittee held a bearing on March 1 1 to discuss this report and other 
issues related to HPV and cervical cancer. 

Please find attached additional questions related to these topics directed to the 
CDC, National Institutes for Health (NIH) and the Food and Drug Administration (FDA) 
by the Subcommittee for publication in the hearing record. 

Thank you again. 



Chairman, 

Subcommittee on Criminal Justice, 
Drug Policy and Human Resources 


Enclosures 
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CPC 

1 . According to the CPC’s testimony, about 20 million Americans at any given point in 
time are currently infected with HPV, about 5.5 million people become newly infected 
with the virus each year, 10,520 women will be diagnosed with cervical cancer this year 
and 3,900 women will die from it. (a) How many women undergo invasive procedures 
each year to assess the status of their abnormal pap smears secondary to HPV? (b) How 
many women in total undergo invasive surgery to treat conditions, including cervical 
cancer, related to HPV infection annually? (c) Has there been an increase in abnormal 
PAP tests over the past thirty years? (d) Has there been an increase in the number of 
women undergoing invasive treatment related to HPV-infected over the past thirty years? 
(e) How many men undergo treatment for HPV-related conditions each year? 


2. Since the enactment Public Law 106-354, the Breast and Cervical Cancer Prevention 
and Treatment Act of 2000, has the percentage of women treated who were identified 
under the CPC’s testing programs for breast and cervical cancer increased, decreased or 
remained the same? 


3. Effective screening has been credited for the significant decline in cervical cancer 
deaths in the U.S. (a) What percentage of at-risk women is not receiving cervical cancer 
screening as recommended? (b) Which test is more reliable to identify women at risk for 
cervical cancer, the PAP smear or HPV PNA screening? (c) Poes the CPC cervical 
cancer screening program provide HPV PNA diagnostic testing? (d) Women at risk for 
cervical cancer can be identified with PAP and HPV PNA testing. How can those at risk 
for other HPV cancers, including men, be screened or identified? 


4. When Pr. Gerberding was appointed director of the CPC on July 3, 2002, she stated, 
“We must evaluate programs and messages that have shown success. For example, the 
country of Uganda has reduced its HIV infection rate. Its comprehensive program 
includes a strong emphasis on abstinence, marital fidelity and responsible sexual 
behavior. Abstinence and monogamy, along with the avoidance of risky behaviors, are 
the first line of defense against HIV/AIPS.” The January 2004 CPC HPV prevention 
report that advocates abstinence, monogamy and risk avoidance echoes this statement by 
Pr. Gerberding. 

Please provide the overall CPC funding amounts for efforts to prevent HIV, STPs and 
unwanted pregnancy that specifically promote (a) abstinence; (b) monogamy, (c) partner 
reduction; and (d) “safer” sex, including condoms and contraception? 


5. A vaccine for hepatitis B has been available for two decades, yet since 1999 the 
incidence of acute hepatitis B has increased among males 20 and older and among 
females over the age of 40. Based on these trends and the fact that more than 20 million 
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Americans are already infected with HPV, if an effective HPV vaccine became available 
within the next decade, how long would it be before a significant decrease in HPV 
prevalence would occur in the United States? 


6. Over the past decade, CDC has sought to address issues involving stigma associated 
with HfV and some behaviors linked to HIV transmission. Popular culture- including 
television, movies, magazines, and music— has glamorized drug abuse, promiscuity and 
casual sex. Peer pressure also contributes to adolescents experimenting with sex and 
drugs. As a result, healthy behaviors, including abstinence, and youngsters who have 
chosen to practice these behaviors have been stigmatized. (1) Does the CDC recognize 
the stigma associated with abstinence and virginity that pressures many adolescents to 
engage in sexual activity and other risky behaviors? (2) What efforts, if any, is CDC 
sponsoring to address this stigma against virginity and abstinence? 


7. The January 2004 CDC HPV prevention report states, “There is evidence that 
indicates that the use of condoms may reduce the risk of cervical cancer.” During 
questioning at the Subcommittee hearing, Dr. Thompson stated that only two studies 
showed a reduction in cervical cancer risk associated with condom use. Are two studies 
that show such an association between condom use and reduced cervical cancer risk 
sufficient to make claims that condom use reduces cervical cancer risk? 


8. In November 2002, a meta-analysis of “the best available data describing the 
relationship between condoms and HPV-related conditions” from the previous two 
decades was published in the journal Sexually Transmitted Diseases. The meta-analysis 
concluded: “There was no consistent evidence of a protective effect of condom use on 
HPV DNA detection, and in some studies, condom use was associated with a slightly 
increased risk for these lesions.” (a) Would the studies cited in this meta-analysis be 
sufficient to make claims that condom use increases risk for HPV-related lesions? (b) 
What might be the cause for the association between condom use and increased risk for 
lesions? 



161 


NIH 

1. An April 1996 National Institutes of Health Consensus Development Conference 
Statement on Cervical Cancer concluded, “Primary prevention of HPV infection will 
require (1) directing education efforts toward adolescents and health care providers 
regarding the strong causal link between acquisition of HPV as a sexually transmitted 
disease and development of cervical cancer and its precursors, (2) encouraging delayed 
onset of sexual intercourse, (3) developing an effective prophylactic vaccine, and (4) 
developing effective vaginal microbicides. The data on the use of barrier methods of 
contraception to prevent the spread of HPV is controversial but does not support this as 
an effective method of prevention,” 

Since April 1996, what is the total amount NIH has spent on research and other efforts to 
develop effective (a) HPV or cervical cancer vaccines; (b) microbicides; and (c) 
behavioral change interventions that delay the onset of sexual activity? 


2. There are at least 1 8 strands of HPV that can cause cancer according to data published 
in the February 6, 2003 issue of The New England Journal of Medicine, (a) Of the HPV 
vaccine candidates currently undergoing trials, do any protect against all high risk strains 
of HPV infection? (b) If a vaccine does not protect against all high risk strands of HPV, 
is it then possible for a woman to become infected with a strain of HPV to which the 
vaccine does not provide immunity and thereby still develop cervical cancer? 


3. A study published last year in the Journal of the National Cancer Institute found that an 
HPV vaccine now in development may not effectively protect women against infection 
during ovulation. What impact would this shortcoming potentially have on the overall 
effectiveness of HPV vaccination? 


4. Would an HPV vaccine provide effective protection against persistent infection for 
someone who may already have been exposed to HPV? 


5. HPV has been detected in some prostate tumors. Is there sufficient evidence to suggest 
that HPV infection may be associated with the development of prostate cancer? 


6. HPV is associated with a number of cancers. What other viruses are associated with 
the development of cancer? 
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FDA 

1. In December 2000, Public Law 106-554 was signed by President Clinton, directing the 
FDA to “reexamine existing condoms labels. . . to determine whether the labels are 
medically accurate regarding the overall effectiveness or lack of effectiveness in 
preventing sexually transmitted diseases, including HPV.” On February 12, 2004, the 
Subcommittee requested that the FDA provide “a detailed summary of all actions taken 
to enact this law since it was signed on December 21, 2000,” including “meeting dates, 
meeting participants, and number of full time employees assigned to implementing this 
law.” The FDA response dated March 10, 2004 did not provide the specific details the 
Subcommittee requested. The Subcommittee again would request a detailed summary of 
all actions taken to enact this law since it was signed on December 21, 2000, including 
specific meeting dates, meeting participants, the topics discussed at each meeting and the 
number of full time employees assigned to implementing this law. 


2. In July 2003, the FDA warned Berlex Laboratories, a unit of German drug maker 
Schering, that an advertisement for Yasmin birth control pills was misleading because it, 
in part, overstated the product’s effectiveness. How long did it take the FDA to review 
these claims and to make this determination that the company was providing misleading 
claims of effectiveness? 


3. Is there any published scientific data available indicating that labels providing 
“medically accurate regarding the overall effectiveness or lack of effectiveness” of 
condoms in preventing HPV and other STDs would discourage condom use? 


4. Does the labeling on any other contraceptives notify consumers that a product does not 
prevent STDs? 


5. “Microbicides” have been suggested as potential protection against HPV and other 
STDs, (a) What microbicides currently are available? (b) Please explain the effectiveness 
or lack of effectiveness of existing microbicides in protecting against HPV, HIV/AIDS 
and other STDs? (c) The spermicide Nonoxynol-9 (N-9) has been promoted for the 
prevention of pregnancy and STDs. For nearly 15 years, a growing number of studies 
have actually demonstrated an increased risk for HIV infection associated with N-9 use. 
Now researchers report in the March 2004 issue of the medical journal Obstetrics and 
Gynecology that the chances of becoming pregnant over a six-month period may be as 
high as 22 percent for women who rely on N-9 for contraception. The Subcommittee 
wrote to the FDA on April 9, 2003 and stated “N-9 was originally intended for use as a 
spermicide for contraception, yet in this regard, there are no data to indicate that condoms 
with N-9 are any more effective than condoms that do not contain N-9. The availability 
of condoms laced with N-9, therefore, provide no benefit over what is otherwise available 
for contraception but do cause increased risks for HIV infection. This danger with no 
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known beneficial offset calls into question the overall safety and effectiveness of such 
products and thereby the FDA approval for production and sale.” With the growing 
evidence that N-9 use is not effective and may be dangerous, will the FDA consider 
pulling N-9 products from commercial availability until its safety and effectiveness can 
be proven? 


6. FDA requires products to undergo clinical trials to demonstrate safety and 
effectiveness before they are marketed for their stated purpose(s). In the FDA testimony 
delivered to the Subcommittee, it is stated that “our current guidance recommends that 
the package insert for condoms contain the following statement: If used properly, latex 
condoms will help to reduce the risk of transmission of HIV infection (AIDS) and many 
other sexually transmitted diseases, including chlamydia infections, genital herpes, 
genital warts, gonorrhea, hepatitis B, and syphilis.” The FDA testimony further states, 
“scientific studies on STDs characterized by genital ulcers, e.g., genital herpes and 
syphilis, are inconclusive as to whether the risks of these diseases is lowered for condom 
users.” In 2001, a report entitled “Scientific Evidence on Condom Effectiveness for 
Sexually Transmitted Disease (STD) Prevention” prepared by the FDA with the National 
Institute of Allergy and Infectious Diseases of the National Institutes of Health, the 
Centers for Disease Control and Prevention and the U.S. Agency for International 
Development evaluated the published data on latex condoms and STD prevention. In the 
report, the panel “concluded that there was no evidence that condom use reduced the risk 
of HPV infection” and “The Panel agreed that the published epidemiologic data were 
insufficient to draw meaningful conclusions about the effectiveness of the latex male 
condom to reduce the risk of transmission of genital ulcer diseases (genital herpes, 
syphilis and chancroid).” In fact the, panel found that there was only sufficient data to 
demonstrate that condom use could reduce “HIV transmission in both men and women 
who engage in vaginal intercourse” and “indicated that the latex male condom could 
reduce the risk of gonorrhea for men.” 

There seems to be some confusion about the overall possible effectiveness of condoms 
for preventing STDs, (a) When did condoms undergo FDA approved clinical trials to 
determine effectiveness in preventing the transmission of STDs? (b) Did clinical trials of 
condoms specifically examine the effectiveness of condoms against HPV or cervical 
cancer? 
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Department of Health and Human Services 
Follow-up Questions and Answers on 
HPV and Cervical Cancer Hearing 
March 11,2004 

Subcommittee on Criminal Justice, Drug Policy and Human Resources 
Committee on Glovernment Reform 
U.S. House of Representatives 


CPC Questions 

Question 1: According to the CDC’s testimony, about 20 million Americans at any 
given point in time are currently infected with HPV, about 5.5 million people 
become newly Infected with the virus each year, 10,520 women will be diagnosed 
with cervical cancer this year and 3,900 women will die from it. 

(a) How many women undergo invasive procedures each year to assess the status of 
their abnormal pap smears secondary to HPV? 

(b) How many women in total undergo invasive surgery to treat conditions, 
including cervical cancer, related to HPV infection annually? 

(c) Has there been an increase in abnormal PAP tests over the past thirty years? 

(d) Has there been an increase in the number of women undergoing invasive 
treatment related to HPV-infected over the past thirty years? 

(e) How many men undergo treatment for HPV-related conditions each year? 

Response: Data are not available to answer all of these questions. However, by 

evaluating two recent studies that assessed the burden of HPV-related conditions in the 
United States, (HW Chesson, JM Blandford, TL Gift, G Tao, KL Irwin. The estimated 
direct medical costs of sexually transmitted diseases among American youth, 2000. 
Perspect Sexual Reprod Health 2004;36:11-19 and H Weinstock, SBerman, W Cates. 
Sexually transmitted diseases in American youth: Incidence and Prevalence Estimates, 
2000. Perspect Sexual Reprod Health 2004;36:6-10), we can derive some estimates. 
About 2.1 million women undergo colposcopy, a procedure in which the cervix is 
viewed with a microscope and special lighting to see whether the celts have undergone 
any changes. About 1.9 million women each year are diagnosed and treated for cervical 
intraepithelial neoplasia (CIN), (also called cervical dysplasia) CIN is classified as I, U or 
III depending on its severity. The more severe forms, CIN II and CIN III can become 
cancer, but this is rare if the woman receives adequate treatment. Treatments include 
removing the abnormal cells through special procedures using lasers, freezing, or 
cauterizing the areas with the abnormal cells. The only HPV-related condition for which 
men commonly receive treatment are anal or genital warts. Using estimates provided in 
the articles, about 250,000 cases of anal or genital warts occur in men each year, and 
about 75%, or 187,500 men are treated. Treatments include topical ointments, or removal 
by laser, freezing, or surgery. 
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Question 2: Since the enactment Public Law 106-3S4, the Breast and Cervical 
Cancer Prevention and Treatment Act of 2000, has the percentage of women treated 
who were identified under the CDC’s testing programs for breast and cervical 
cancer increased, decreased or remained the same? 

Response: 

• The number of patients being referred for treatment has not changed over time, 

• Prior to the enactment of the Treatment act, approximately 96% of the women 
diagnosed with cancer through the program initiated therapy - however, this was 
no easy task, and unfortunately took away valuable time and resources that could 
have been used to get more women screened (Battelle Study). With respect to 
treatment following the Act, CMS may be better suited to answer this question. 


Question 3: Effective screening has been credited for the significant decline in 
cervical cancer deaths in the U.S. (a) What percentage of at-risk women is not 
receiving cervical cancer screening as recommended? (b) Which test is more 
reliable to identify women at risk for cervical cancer, the PAP smear or HPV DNA 
screening? (c) Does the CDC cervical cancer screening program provide HPV DNA 
diagnostic testing? (d) Women at risk for cervical cancer can be identified with 
PAP and HPV DNA testing. How can those at risk for other HPV cancers, including 
men, be screened or identified? 

Response: 

(a) According to BRFSS and NHIS, an estimated 15%ofwomen 1 8-65 have never been 
screened for cervical cancer, and between 20-30% have not had screening within the past 
2-3 years. 

(b) CDC’s decisions regarding the use of any new technology are based on analysis and re- 
analysis of the best evidence available. Pap Test; The Pap test is widely accepted and in 
part responsible for greatly reducing deaths from cervieal cancer in America. The Pap test is 
still the gold standard for determining the current cervical cancer risk. Only a few women with 
abnormal PAP tests will ever develop cervical cancer. 

(c) For current absolute risk of cervical cancer the Pap test is more reliable than the HPV test. 
The CDC administered screening program tests for current risk, as future risk is speculative. 
The Breast and Cervical Cancer Program provides HPV DNA screening if certain abnormal 
PAP t est results are found. (For ASC-US Pap results, and for surveillance for LSIL results at 1 
year if colposcopy results is negative.) 

(d) CDC is not cun'ently aware of any screening for the otlier cancers, and there is no proven 
method of adequately screening men for HPV. 
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Question 4: When Dr. Gerberding was appointed director of the CDC on July 3, 

2002, she stated, “We must evaluate programs and messages that have shown 
success. For example, the country of Uganda has reduced Its HIV infection rate. Its 
comprehensive program includes a strong emphasis on abstinence, marital fidelity 
and responsible sexual behavior. Abstinence and monogamy, along with the 
avoidance of risky behaviors, are the first line of defense against HIV/AIDS.” The 
January 2004 CDC HPV prevention report that advocates abstinence, monogamy 
and risk avoidance echoes this statement by Dr. Gerberding. 

Please provide the overall CDC funding amounts for efforts to prevent HIV, STDs 
and unwanted pregnancy that specifically promote (a) abstinence; (b) monogamy, 

(c) partner reduction; and (d) “safer” sex, including condoms and contraception? 

Response: CDC’s HIV/STD and pregnancy prevention efforts compose a 

comprehensive program that, like the Ugandan approach, includes messages encouraging 
abstinence, delaying sexual debut, monogamy, partner reduction, and risk reduction, 
including correct and consistent condom use for sexually active persons with multiple 
partners. These messages are part of the comprehensive programs funded by CDC 
through state and local health departments, education departments, and community-based 
organizations. It is not possible to identify specific expenditures for the categories listed 
above as these messages are delivered as part of overall prevention programs. In FY 

2003, $319 million was distributed to health departments for HIV prevention services; 
$57 million was provided directly to CBOs for HIV prevention activities; and $107.1 to 
state and local health departments for STD prevention and control 

CDC is supporting specific research related to abstinence among young people. For 
example, Parents Matter is a community-based study evaluating the effectiveness of two 
programs designed to reduce sexual risk behavior among young people through effective 
parent-child communication. This is a five-year research project. Funding for the project 
totals $4.5 million dollars. One of the first publications being prepared from the study 
examines predictors of parental abstinence communication since communication about 
abstinence and delaying sexual activity is an important part of keeping youth free from 
HlVand other STDs and preventing unwanted pregnancy. 

CDC also supports Project Connect, an integrated multi-level intervention, which is 
designed to work with parents, providers, schools and communities to create 
environments for adolescents that prevent STD, including HIV, and teen pregnancy. As 
such, outcome goals include delay in sexual initiation and return to abstinence among 
sexually active adolescents. These goals will be met through improved relationships and 
communication in families, increased connection to health care services, and school 
environments that support and encourage healthy behavior. The study is being 
implemented and evaluated in middle schools and high schools in the Los Angeles 
Unified School District. Project Connect is an eight year study (2 years of development, 

5 years of intervention and evaluation, 1 year analysis and report writing) and is currently 
in its 2nd year. The total costs are expected to be $9.5 million. 
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In addition, in FY 2003 CDC funded state and national organizations to promote science- 
based strategies including abstinence to prevent teen pregnancy, HIV & STD ($532, 

906); and regional training centers to assist providers in integrating adolescent 
reproductive health and HIV/STD through dissemination of information on teen 
pregnancy trends and issues and best practices in teen pregnancy prevention including 
abstinence ($450,000). In addition, CDC funds a series of research projects that seek to 
find the best methods for delaying the onset on sexual activity, increasing the effective 
use of contraceptives, and decreasing numbers of partners. 

With regard to school health, in FY 2004, CDC is currently funded for $46.7M for HIV 
programs. This number has remained level for the last decade. CDC recognizes that the 
only certain way to prevent HIV, sexually transmitted diseases, and unplanned pregnancy 
is to not engage in sexual intercourse. CDC is committed to helping to increase the 
percentage of young people who have chosen not to engage in intercourse. In the context 
of such serious health threats, CDC funds state and large urban school districts and non- 
governmental organizations to support their efforts to prevent HIV infection among 
youth. State and local education agencies choose the curricula and programs that are 
suitable for their communities. CDC requires that all CDC-funded HIV prevention and 
health education policies, programs, materials, and presentations used at the local level be 
locally determined and consistent with community values. In the 2001 Journal of School 
Health, it was reported that 91.5% of middle/ junior high schools and 96.1% of high 
schools used abstinence as the most effective method to avoid pregnancy, HIV or other 
STDS (1). CDC is committed to tracking how the programs are being delivered (2). 

Additionally in FY 2003, CDC funded $2.3 million to 12 state education agencies and 
two national organizations to help adolescents avoid early sexual debut and to avoid or 
reduce unintended pregnancies, infection from STDs, and HIV/AIDS infection. 

The twelve states and one territory are CO, KS, LA, MI, MN, NM, NV, RI, NC, WA, 

WI, WY, and Palau. These organizations are focusing on abstinence only and/or 
abstinence as a critical component of broader approaches. They include faith-based 
agencies, HIV community planning groups, community agencies that serve young 
people, parents, families, juvenile justice agencies, and organizations that are focusing on 
reducing sexual risks for HIV, other STDs, and pregnancy among young people. 


Question 5; A vaccine for hepatitis B has been available for two decades, yet since 
1999 the incidence of acute hepatitis B has increased among males 20 and older and 
among females over the age of 40. Based on these trends and the fact that more 
than 20 million Americans are already infected with HPV, if an effective HPV 
vaccine became available within the next decade, how long would it be before a 
siguiflcant decrease in HPV prevalence would occur in the United States? 

Response: Acceptance rates by high-risk adults for hepatitis B vaccine have been 

high when vaccine is offered in the setting in which these adults are receiving care or 
evaluation, such as health care institutions or STD clinics. There is not a national 
program for hepatitis B vaccination of adults, and overall vaccine coverage among adults 


4 



168 


is low. In contrast, the incidence of hepatitis B has declined dramatically among children 
and adolescents for whom national programs for universal immunization are in place. 
Hepatitis B vaccination impacts (including other countries that started vaccinating widely 
before the U.S, did) may provide some information on changes in the epidemiology of 
infection and disease; however, one must use caution in comparing the two infections and 
drawing conclusions on HPV vaccination potential directly from the HBV story, as HBV 
and HPV do not have exactly the same modes of transmission nor the same risk factors 
for infection and disease. The physiology of infection clearances for HBV and HPV are 
also not comparable. 

Prevention of HBV infection through adolescent immunization may provide a useful 
model for the prevention of HPV infection. While HBV is acquired during adolescence, 
infection rates are lower than those found among young adults. This information became 
the driving force behind establishment of an adolescent immunization visit at 11-12 years 
of age to provide hepatitis B and other vaccines needed to protect teenagers from disease. 
In addition, vaccination is recommended for all adolescents (11-18 years) not previously 
vaccinated against hepatitis B, This adolescent immunization strategy has achieved 
modestly successful rates of vaccination coverage (about 60%) since they were first 
published in 1996, and immunization rates continue to increase. The adolescent 
immunization visit could provide the platform for the use of vaccines against HPV 
infection. 

If an effective HPV vaccine were available, decreases might be realized in the incidence 
of pre-malignant cervical changes earlier than decreases in cervical cancer rates, which 
would predict subsequent decreases in cervical cancer deaths. Additionally, we do not 
know if HPV vaccine will have an impact on existing pre-cancerous lesions or early 
cancers. If these regress, do not progress or progress slower after vaccination, one would 
see further decreases in cervical cancer deaths at a later date. 


Question 6: Over the past decade, CDC has sought to address issues involving 
stigma associated with HIV and some behaviors linked to HIV transmission. 

Popular culture— including television, movies, magazines, and music— has 
glamorized drug abuse, promiscuity and casual sex. Peer pressure also contributes 
to adolescents experimenting with sex and drugs. As a result, healthy behaviors, 
including abstinence, and youngsters who have chosen to practice these behaviors 
have been stigmatized. (1) Does the CDC recognize the stigma associated with 
abstinence and virginity that pressures many adolescents to engage in sexual activity 
and other risky behaviors? (2) What efforts, if any, is CDC sponsoring to address 
this stigma against virginity and abstinence? 

Response: CDC’s comprehensive school health efforts include messages about 

abstinence (even for young people who have already had sex) and delaying sexual debut. 
Our programs support these two strategies among young people, and send young people 
an affirming message that abstinence and delay are healthy, positive choices. For 
example, CDC’s Division of Adolescent and School Health has developed Guidelines 
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for Effective School Health Education to Prevent the Spread of AIDS (see 
httD://www.cdc.gov/nccdphp/dash/sexualbehaviors/guidelines/ guidelines.htm ') that 
include the following goals: 

School systems should make programs available that will enable and encourage 
young people who have not engaged in sexual intercourse and who have not used illicit 
drugs to continue to 

• Abstain from sexual intercourse until they are ready to establish a mutually 

monogamous relationship within the context of marriage; 

• Refrain from using or injecting illicit drugs. 

For young people who have engaged in sexual intercourse or who have injected illicit 
dmgs, school programs should enable and encourage them to- 

• Stop engaging in sexual intercourse until they are ready to establish a mutually 

monogamous relationship within the context of marriage; 

• To stop using or injecting illicit drugs. 


Question 7: The January 2004 CDC HPV prevention report states, “There is 
evidence that indicates that the use of condoms may reduce the risk of cervical 
cancer.” During questioning at the Subcommittee hearing, Dr. Thompson stated 
that only two studies showed a reduction in cervical cancer risk associated with 
condom use. Are two studies that show such an association between condom use 
and reduced cervical cancer risk sufficient to make claims that condom use reduces 
cervical cancer risk? 

Response: Dr. Thompson did not state that only two studies showed a reduction in 

cervical cancer risk. He stated that among the studies showing reduction of cervical 
cancer risk, two had results that were statistically significant. His testimony in this regard 
was based on CDC’s Report to Congress entitled “Prevention of Genital HPV Infection”. 
That report describes nine studies that evaluated women with eervieal cancer. Seven of 
the nine found a reduction in risk of cancer in women using condoms. Among these 
seven studies, the magnitude of risk reduction ranged from 20-80%; two of the seven 
studies showed statistically significant risk reduction. Statistical significance refers to the 
likelihood that study findings could be due to chance and not to the amount of risk 
reduction or the quality of the study design. Conclusions about risk typically are based 
on the findings of the whole body of clinical studies, including consideration of the 
adequacy of study design and direction of potential bias, and also on biologic 
plausibility. The NIH Workshop Summary: Scientific Evidence on Condom 
Effectiveness for STD Prevention concluded that “study findings did suggest that 
condom use might afford some protection in reducing the risk of HPV-associated 
diseases, including genital warts in men and cervical neoplasia in women.” A meta- 
analysis published in November 2002 in the journal Sexually Transmitted Diseases 
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concluded that available data “suggest that... condoms may protect against genital warts, 
CIN II or II and invasive cervical cancer.” 


Question 8: In November 2002, a meta-analysis of “the best available data 
describing the relationship between condoms and HPV-related conditions” from the 
previous two decades was published in the journal Sexually Transmitted Diseases. 
The meta-analysis concluded: “There was no consistent evidence of a protective 
effect of condom use on HPV DNA detection, and in some studies, condom use was 
associated with a slightly increased risk for these lesions.” (a) Would the studies 
cited in this meta-analysis be sufficient to make claims that condom use increases 
risk for HPV-related lesions? (b) What might be the cause for the association 
between condom use and increased risk for lesions? 

Response: 

(a) The published meta-analysis considered six studies of condoms and HPV DNA 
detection in women. Of these six, three showed risk reduction and the amount of risk 
reduction ranged from 10-80%. Three other studies showed no risk reduction (e.g. 
women who used condoms had a higher risk for HPV infection). However, as the 
authors point out, none of these studies were designed specifically to look at condoms 
and HPV, and it is difficult to draw conclusions. The CDC Report to Congress reports a 
similar but more recent systematic literature review that also shows inconsistent findings 
and concludes the effect of condom use on HPV infection is unknown. 

(b) Since there is no apparent biologic reason why condom use would increase risk of 
HPV infection, a likely explanation is that the study design might not have been adequate 
to correctly assess condom use and HPV infection. All studies of HPV infection have 
serious methodologic limitations that hamper their interpretation. These limitations can 
lead to an incorrect estimate of the association between condom use and HPV infection, 
most likely an underestimate (or even finding a harmful effect). If people tend to use 
condoms with riskier partners or over-report condom use, or if consistent condom users 
are lumped together with inconsistent users in the analysis, or if women were already 
infected with HPV prior to condom use, this can bias the results toward showing that 
condoms have no or little protective effect, or even a harmful effect. 
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Question 1: In December 2000, Public Law 106-554 was signed by President 
Clinton, directing the FDA to “reexamine existing condoms labels. ..to determine 
whether the labels are medically accurate regarding the overall effectiveness or lack 
of effectiveness in preventing sexually transmitted diseases, including HPV.” On 
February 12, 2004, the Subcommittee requested that the FDA provide “a detailed 
summary of all actions taken to enact this law since it was signed on December 21, 
2000,” including “meeting dates, meeting participants, and number of full time 
employees assigned to implementing this law.” The FDA response dated March 10, 
2004 did not provide the specific details the Subcommittee requested. The 
Subcommittee again would request a detailed summary of all actions taken to enact 
this law since it was signed on December 21, 2000, including specific meeting dates, 
meeting participants, the topics discussed at each meeting and the number of full 
time employees assigned to implementing this law. 

Response: FDA has taken its responsibility to comply with PL 106-554 very 

seriously. The statute was enacted in December 2000, and in April 2001 , after 
consultation with Agency legal counsel regarding the interpretation of the condom 
labeling review provision, we began to develop an implementation plan to fulfill our 
obligations. In the three years that have elapsed since then, the Agency has carried out 
this plan, which included a survey of the current labeling on marketed condoms, a review 
of the Agency's current labeling guidance as well as policies that led up to it, and 
comprehensive and systematic review of the published literature and other clinical 
considerations. This last element of the plan was both helped and complicated by 
developments that unfolded after PL 106-554 was enacted. These events included the 
summary report from the interagency workshop that was issued in June 2001, new 
findings regarding the risks of HIV transmission associated with use of nonoxynol-9 (a 
spermicide contained in the lubricant of some condoms), and - most recently - CDC’s 
Report to Congress: Genital HPV Infection. The body of literature addressed by these 
departmental initiatives encompasses the results from several hundred studies, and the 
process of reviewing them and systematically evaluating their contributions to our overall 
understanding of condom protection against various STDs has been a laborious effort. 

Our activities to comply with PL 106-554 also included consultations with colleagues in 
both NIH and CDC, participation in a second workshop on condom study methodology 
(December 2002), coordination on an Agency policy regarding nonoxynol-9 (N-9), 
monitoring of and response to ad hoc inquiries and new actions taken by condom 
manufacturers, and development of a detailed concept paper that is the blueprint for the 
Agency's planned regulatory response. FDA’s efforts to implement this statute have 
involved input from Agency clinicians and epidemiologists, regulatory and compliance 
staff, legal counsel, and management of the Center for Devices and Radiological Health. 
Because of the involvement of individuals from various FDA components and levels on 
this effort over the past three years, and because these employees have worked on PL 
106-554 in addition to many other assignments and projects, it is difficult to identify 
precisely the number of employees who have worked on implementation of PL 106-554, 
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and such a number would not provide a meaningful picture of the Agency's work on this 
specific initiative. As requested, however, we have tried to give a more complete picture 
of the history of our work in the enclosed outline of meetings and work initiatives 
associated with implementing the new statute. This outline includes only formal 
meetings that could be retrospectively identified and does not include numerous informal 
consultations among agency staff 


As indicated in the Agency’s testimony at the March 1 1th hearing, the review of the 
medical literature is complete and the Agency is now in the process of writing up the 
results of that review and developing a new guidance document that will propose revised 
language for condom labeling. FDA is also developing a proposed rule to amend the 
condom classification to designate this guidance document as a special control for 
condoms. We expect to issue these proposals for public comment later this year. 


Question 2: In July 2003, the FDA warned Berlex Laboratories, a unit of German 
drug maker Sobering, that an advertisement for Yasmin birth control pills was 
misleading because it, in part, overstated the product’s effectiveness. How long did 
it take the FDA to review these claims and to make this determination that the 
company was providing misleading claims of effectiveness? 

Response; FDA became aware of the Berlex Laboratories advertisement for Y asmin 

birth control pills on May 16, 2003, and issued the referenced warning letter on July 10, 
2003. However, it should be noted that the review involved in sending this company a 
warning letter is not directly comparable to the agency's ongoing review of condom 
labeling. The former situation involved examining comparative effectiveness statements 
made in a single advertisement for a particular product. FDA examined information 
already submitted to it by that product's manufacturer as part of the drug approval process 
and based its letter on the absence in those materials of information sufficient to meet the 
specific regulatory standard applicable to this type of comparative drug claim. FDA's 
review of condom labeling, by contrast, involves examination of existing product 
labeling for an entire class of products, in light of current scientific knowledge, to 
determine objectively whether that labeling is medically accurate with respect to overall 
effectiveness against a diverse range of STDs. As indicated in our prior testimony, this 
evaluation has required FDA to undertake an extensive independent review of current 
literature and other information. 


Question 3: Is there any published scientifie data available indicating that labels 
providing “medically accurate regarding the overall effectiveness or lack of 
effectiveness” of condoms in preventing HPV and other STDs would discourage 
condom use? 


9 



173 


Response: Although FDA certainly would be concerned if labeling in some way 

discouraged use of a condom when its use would be appropriate, studies to evaluate such 
responses are, in essence, human behavior trials. We are not aware of such studies. 


Question 4: Does the labeling on any other contraceptives notify consumers that a 
product does not prevent STDs? 

Response: Users of intrauterine devices (lUDs), tubal occlusion devices, and natural 

skin condoms should not expect protection against STDs, and labeling for those products 
should contain the statement that: 

This product is intended to prevent pregnancy. It does not protect against HIV infection 
and other sexually transmitted diseases. 

Similarly, all prescription contraceptive products, including all hormonal contraceptive 
products (birth control pills, vaginal rings, and patches) are required to bear a labeling 
statement that they do not protect against STDs including HIV (AIDS). Labeling for 
the two approved drugs for emergency contraception state the same. FDA has 
proposed that over-the-counter (OTC) vaginal contraceptives containing N-9 also bear 
labeling indicating that they do not protect against AIDS and other sexually transmitted 
diseases, 68 FR 2254. 


Question 5: “Microbicides” have been suggested as potential protection against 
HPV and other STDs, (a) What microbicides currently are available? (b) Please 
explain the effectiveness or lack of effectiveness of existing microbicides in 
protecting against HPV, HIV/AIDS and other STDs?(c) The spermicide 
Nonoxynol-9 (N-9) has been promoted for the prevention of pregnancy and STDs. 
For nearly 15 years, a growing number of studies have actually demonstrated an 
increased risk for HIV infection associated with N-9 use. Now researchers report 
in the March 2004 issue of the medical journal Obstetrics and Gynecology that the 
chances of becoming pregnant over a six-month period may be as high as 22 
percent for women who rely on N-9 for contraception. The Subcommittee wrote 
to the FDA on April 9, 2003 and stated “N-9 was originally intended for use as a 
spermicide for contraception, yet in this regard, there are no data to indicate that 
condoms with N-9 are any more effective than condoms that do not contain N-9. 
The availability of condoms laced with N-9, therefore, provide no benefit over 
what is otherwise available for contraception but do cause increased risks for HIV 
infection. This danger with no known beneficial offset calls into question the 
overall safety and effectiveness of such products and thereby the FDA approval 
for production and sale.” With the growing evidence that N-9 use is not effective 
and may be dangerous, will the FDA consider pulling N-9 products from 
commercial availability until its safety and effectiveness can be proven? 
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Response: There are no prescription or OTC microbicides approved for prevention of 
HPV, HIV/AIDs or other STDs. 

The spermicide N-9 is a non-ionic surfactant that works as a vaginal contraceptive by 
damaging the cell membrane of sperm. It has been shown in certain in vitro studies to 
damage the cell wall of certain STD pathogens and to have activity against certain 
bacterial and viral STD pathogens, including HIV. Because N-9 kills the AIDS virus 
(HIV) and other STD pathogens in vitro, it has been suggested, over the years, that the 
drug might help prevent or reduce the risk of transmission of the AIDS virus and other 
STDs in humans. However, labeling for N-9 vaginal contraceptive products and 
lubricants containing N-9 has never stated or suggested this. Although information 
available to the general public may create the misperception that N-9 might help 
decrease the risk of becoming infected with the AIDS virus and other STDs, more 
recently, a number of studies have demonstrated that N-9 does not protect against the 
AIDS virus (HIV) or other STDs. However, only a few recent studies have suggested 
that there may be a greater risk of HIV infection associated with frequent N-9 use. 

These studies used a very high-risk population of commercial sex workers as subjects. 
FDA is working to address this risk information in light of the intended use of N-9 
products as contraceptives. 

As you note, the March 2004 medical journal Obstetrics and Gynecology published 
spermicide efficacy studies involving N-9 vaginal spermicides, which showed that the 
probability of pregnancy during typical use for spermicides containing N-9 was 
between 10-22 (this means that per year, 10-22 women out of 100 will become 
pregnant). N-9 spermicides may be just as effective as other non-hormonal birth 
control methods; 14-15 women will become pregnant using the male latex condom, 20- 
32 women will become pregnant using the diaphragm or cervical cap, 19-27 women 
will become pregnant using natural family planning, etc. The typical use pregnancy 
rates were obtained from the literature - R.A. Hatcher, J. Trussell, F. Stewart et al., 
Contraceptive Technology, 17th revised edition (1998) and 18th edition (in press), and 
data adapted from clinical trial product information submitted to FDA and NIH. 

The N-9 efficacy studies described above are for stand-alone vaginal contraceptives 
containing N-9, such as films, suppositories, foams and gels. These studies show that 
N-9 is effective in preventing pregnancy when used correctly. FDA has decided to 
allow these products to remain on the marketplace, but will require manufacturers to 
label their products with warnings that advise consumers that N-9-containing OTC 
vaginal contraceptive drug products do not protect against the AIDS virus and other 
STDs and that frequent use by women at risk for HIV may increase their risk of getting 
HIV from infected partners. FDA published a proposed rule requiring these warnings 
for OTC vaginal contraceptives on January 16, 2003, 68 FR 2254. FDA has also 
published a call for data notice on December 13, 2003 (68 FR 75585) for vaginal 
lubricants and moisturizers, some of which contain N-9. These are drugs that were not 
previously reviewed by FDA when the OTC dmg review process began. The review 
will determine if these ingredients are generally recognized as safe and effective for 
their labeled uses. 
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Condoms containing N-9 are not under the purview of FDA’s proposed rule of 1/16/03. 
Condoms are medical devices. N-9, a drug, is added to the lubricant system of some 
condoms in order to provide a spermicidal effect in the event of condom breakage or 
slippage where there might be semen spillage in the vagina. In 1981, data supporting 
the addition of N-9 to the condom lubricant system included results from post-coital 
testing showing a great reduction in sperm motility. FDA believed that confirmatory 
contraceptive studies - which would need to be unusually large to show an expected 
small added effect - were unnecessarily burdensome. 

FDA believes that a significant portion of the market for condoms with N-9 consists of 
heterosexual couples at low HIV risk who use this product for contraceptive protection. 
We believe that this is a reasonably safe use of a condom with N-9, and the data do not 
support removal of this product from the market for these low risk populations. The 
studies that suggested an increased risk of HIV transmission associated with frequent 
use of N-9 tested the use of stand-alone spermicides by women, not the use of condoms 
with N-9 in the lubricant. Given that condoms themselves are an effective barrier to 
transmission of HIV, and that N-9 does not compromise these barrier properties, it is 
not clear how those study findings relate to condoms with N-9. However, the Agency 
is currently reviewing labeling of condoms with N-9 to make sure that information 
regarding appropriate use of this product is properly presented to the consumer in light 
of new information about the potential risks of N-9, 


Question 6: FDA requires products to undergo clinical trials to demonstrate safety 
and effectiveness before they are marketed for their stated purpose(s). In the FDA 
testimony delivered to the Subcommittee, it is stated that “our current guidance 
recommends that the package insert for condoms contain the following statement: 
If used properly, latex condoms will help to reduce the risk of transmission of HIV 
infection (AIDS) and many other sexually transmitted diseases, including 
chlamydia infections, genital herpes, genital warts, gonorrhea, hepatitis B, and 
syphilis.” The FDA testimony further states, “scientific studies on STDs 
characterized by genital ulcers, e.g., genital herpes and syphilis, are inconclusive 
as to whether the risks of these diseases is lowered for condom users.” In 2001, a 
report entitled “Scientific Evidence on Condom Effectiveness for Sexually 
Transmitted Disease (STD) Prevention” prepared by the FDA with the National 
Institute of Allergy and Infectious Diseases of the National Institutes of Health, the 
Centers for Disease Control and Prevention and the U.S. Agency for International 
Development evaluated the published data on latex condoms and STD prevention. 
In the report, the panel “concluded that there was no evidence that condom use 
reduced the risk of HPV infection” and “The Panel agreed that the published 
epidemiologic data were insufficient to draw meaningful conclusions about the 
effectiveness of the latex male condom to reduce the risk of transmission of genital 
ulcer diseases (genital herpes, syphilis and chancroid).” In fact the, panel found 
that there was only sufficient data to demonstrate that condom use could reduce 
“HIV transmission in both men and women who engage in vaginal intercourse” 
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and “indicated that the latex male condom could reduce the risk of gonorrhea for 
men.” 

There seems to be some confusion about the overall possible effectiveness of 
condoms for preventing STDs, (a) When did condoms undergo FDA approved 
clinical trials to determine effectiveness in preventing the transmission of STDs? 
(b) Did clinical trials of condoms specifically examine the effectiveness of condoms 
against HPV or cervical cancer? 

Response: Latex condoms were devices marketed prior to May 28, 1976, the 
enactment date of the Medical Device Amendments. Like all other pre-amendments 
devices, condoms were classified under the Federal Food, Drug, and Cosmetic Act after 
consideration by an expert panel of the information available at that time about their 
safety and effectiveness. 

In the specific case of condoms, the panel's recommendations were based not on 
clinical trials but on the extensive experience with, and widespread use of, condoms for 
many years, through which the device's safety and effectiveness were considered to be 
well documented. Based on the panel's recommendations and after consideration of 
public comment, by a regulation finalized in 1980, FDA classified condoms used for 
both contraceptive and prophylactic purposes (defined by the regulation as "preventing 
transmission of venereal diseases") into Class II. 21 C.F.R. 884.5300. (Condoms 
containing N-9 in the lubricant were also placed in Class II, in 1982, under 21 C.F.R. 
884.5310.) 

Because condoms are class II devices, manufacturers seeking to introduce new 
condoms to the market use the 5 10(k) premarket notification pathway. In such 
submissions to the agency, manufacturers must demonstrate that the new condom is 
substantially equivalent to a legally marketed predicate device - a condom already on 
the market. Usually, a sponsor's demonstration of substantial equivalence does not 
require new clinical studies. 

In the years since their initial classification, FDA has followed the development of new 
information related to the safety and effectiveness of condoms. As mentioned in our 
testimony, FDA has introduced several labeling changes, including regulations 
regarding expiration dating and latex allergy warnings and guidance documents 
addressing other aspects of labeling, including STD prevention. These changes reflect 
our ongoing monitoring of the safety and effectiveness of condoms for their dual 
purpose of contraception and protection against STDs. 

As you know, FDA participated in the 2000 interagency workshop on condom 
effectiveness against STDs as well as a more comprehensive review of the literature. 

We reviewed the Condom Fact Sheet and STD Fact Sheets currently available on PHS 
websites. In our ongoing implementation of PL 106-554, we are also considering the 
new CDC Report to Congress on Genital HPV Infection, as well as other clinical 
considerations. The CDC report highlights many of the important clinical studies of the 
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association of condom use and the clinical course of HPV infection and clinical 
sequelae. As you heard during testimony at the March 1 1* hearing, we believe - and 
CDC concurs - that condom use provides a risk reduction for the clinical sequelae of 
HPV, including genital warts and cervical cancer. As stated in the Agency testimony, 
we are reexamining condom labeling under PL 106-554 and propose any changes 
needed to ensure that such labeling neither overstates nor understates expected STD 
risk reduction. 


NIH QUESTIONS 

Question 1: Since April 1996, what is the total amount NIH has spent on research 
and other efforts to defelop effective (a.) HPV or cervical cancer vaccines; (b) 
microbicides; and (c) behavioral change interventions that delay the onset of sexual 
activity? 


Response: The NIH continues to support research efforts in the areas of HPV/cervical 

cancer vaccines, microbicides, and behavioral change interventions that delay the onset 
of sexual activity, and in FY 2001 to FY 2003 the NIH supported the following: 

(al HPV/cervical cancer vaccines (NIH Totals) 

FY 2001 Actual $12.4M 
FY 2002 Actual $9.8M 
FY 2003 Actual $14.9M 

HPV and Cervical Cancer Vaccines ( NCI Only) 

FY 1996-$ 2,391,818 
FY 1997-$ 3,757,143 
FY 1998-$ 7,413,227 
FY1999-$ 8,028,804 
FY 2000 -$10,153,834 
FY 2001 -$14,077,133 
FY2002-$ 9,851,591 
FY 2003 -$18,755,467 

Total Research Funding for HPV Research (in millions) fNCI Only) 

FY 1996 -$27.3 
FY 1997 -$34.1 
FY 1998 -$34.2 
FY 1999 -$37.8 
FY 2000 - $39.7 
FY 2001 - $46.3 
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FY 2002 - $44.3 
FY 2003 - $56.4 
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Total Research Funding for Cervical Cancer Research (in millions’) (NCI Only) 

FY 1996 -$51.6 
FY 1997 -$55.8 
FY 1998 -$55.2 
FY 1999 - S66.3 
FY 2000 - $67.0 
FY 2001 - $72.6 
FY 2002 - $67.6 
FY 2003 - $79.0 


(b) microbicides 

Topical Mircrobicides (NIH Totals) 
FY 2001 Actual $47.0M 
FY 2002 Actual $55.8M 
FY 2003 Actual $57.9M 

*Note: None for NCI 


(c) behavioral interventions 

Behavioral change interventions that delay the onset of sexual activity (NIH Totals) 

FY 2001 Actual $12.4M 
FY 2002 Actual $14.5M 
FY 2003 Actual $17.3M 


*Note: None for NCI 


Question 2: There are at least 18 strands of HPV that can cause cancer according 
to data published in the February 6, 2003 issue of The New England Journal of 
Medicine. 

(a) Of the HPV vaccine candidates currently undergoing trials, do any 
protect against all high risk strains of HPV infection? 


Response: The current vaccines being tested protect against two types of HPV 

that are oncogenic: type 16, which accounts for 50 percent of all cervical cancers 
worldwide, and type 18, which accounts for an additional 10-20 percent. 
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(b) If a vaccine does not protect against all high risk strands of HPV, is it 
then possible for a woman to become infected with a strain of HPV to which 
the vaccine does not provide immunity and thereby still develop cervical 
cancer? 

Response: Because current vaccines will protect against between 60-70 

percent of cervical cancers, it is possible that a vaccinated women could get 
cervical cancer from one of the other oncogenic types of HPV, In the future, there 
may be vaccines developed to protect against these additional types. Therefore, it 
is important that a woman continue to be screened for cervical cancer, even if she 
has been vaccinated. 


Question 3: A study published last year in the Journal of the National Cancer 
Institute found that an HPV vaccine now in development may not effectively protect 
women against infection during ovulation. What impact would this shortcoming 
potentially have on the overall effectiveness of HPV vaccination? 

Response: We know that in the short-term (one to two years) the vaccine's 

effectiveness is near 100 percent against persistent HPV and is not affected by a woman's 
cyclical hormone changes. The ongoing trials are designed to help answer the remaining 
question as to whether cyclical fluctuations affect duration of the vaccine's protection, 
and if booster vaccinations will be needed. 


Question 4: Would an HPV vaccine provide effective protection against persistent 
infection for someone who may already have been exposed to HPV? 

Response: There are no human data to suggest that a vaccine can treat an existing 

infection. Animal studies suggest that it carmot, and this is another question being 
addressed in the current NCI vaccine trial. 


Question 5: HPV has been detected in some prostate tumors. Is there sufficient 
evidence to suggest that HPV infection may be associated with the development of 
prostate cancer? 

Response: HPV is such a potent carcinogenic agent in the anogenital region that it 

has been suggested as a potential factor in the development of cancer in many tissues, 
including the prostate. Despite its proven association with virtually all cervical cancer 
and fractions of vaginal, vulvar, penile, and anal cancer, there is to date no persuasive 
evidence of HPV's role in prostate cancer. In addition, false positive detection of HPV 
DNA has been a historical problem, which might account for some early reports of an 
association of HPV with neoplasia of the prostate, colon, ovary, and bladder. 
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Question 6: HPV is associated with a number of cancers. What other viruses are 
associated with the development of cancer? 

Response: HPV is associated with cervical cancer, anogenital cancers, and possibly 

oral and esophageal cancers. Epstein-Barr Virus (EBV) is associated with nasopharangeal 
carcinoma, Burkitt's lymphoma, and possibly other lymphomas. Hepatitis B and Hepatitis 
C Virus are associated with liver cancer. Human Herpes Virus 8 (HHV-8; also known as 
KSHV, or Kaposi's sarcoma-associated herpesvirus) is associated with Kaposi's Sarcoma. 
HTLV-I (human T-lymphotropic virus type I) is associated with adult T-cell leukemia 
(ATL). In an indirect manner, Human Immunedeficiency Virus (HIV) suppresses the 
immune system and provides a permissive environment for cancers to develop. 
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2. Congressional Correspondence with Federal 
Agencies Regarding HPV 
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Congressional Correspondence with Federal Agencies 
Regarding HPV 


Date 

Addressee 
and Agency 

Content 

Author(s) 

Date of 
Response 

October 29, 
1999 

Dr. Richard 
Klausner, 
NCI 

Request for a 
conference to 
develop 
consensus 

statement on 

condom 

effectiveness 

Representative 

Cobum 

November 16, 
1999 from Dr. 
Klausner, NCI 

March 30, 2001 

Dr. Anthony 
Fauci, 

NIAID 

Request for 
consensus 

statement on 

condom 

effectiveness 

Chairman 

Souder with 

Rep. Weldon 

April 17, 2001 
from Marc 
Smolonsky, NIH 
OD 

March 30, 2001 

Dr. Judith 

Wasserheit, 

CDC 

Requests an 
update on the 
status of the 
enactment of 

P.L. 106-554 

Chairman 

Souder with 

Reps. Weldon, 
Myrick and Pitts 

May 9, 2001 
from Dr. Jeffrey 
Koplan, CDC 

May 24, 2001 

Dr. Jeffrey 
Koplan, CDC 

Response to 

May 9, 2001 
letter requesting 
an update on the 
status of P.L. 
106-554 

Chairman 

Souder with 

Rep. Weldon 

No response 

March 5, 2002 

Dr. Jeffrey 
Koplan, CDC 

Requests an 
update on the 
status of the 
enactment of 

P.L. 106-554 

Chairman 

Souder with 

Reps. Weldon, 

C. Smith and 

Pitts 

May 17, 2002 
from Dr. David 
Fleming, CDC 

November 19, 
2003 

Dr. Julie 

Gerberding, 

CDC 

Expresses 
disappointment 
with enactment 
of P.L. 106-554 

Chairman 

Souder 

December 18, 
2003 from Dr. 
Julie 

Gerberding, 

CDC 

September 7, 
2000 

Dr. Jane 
Henney, 

FDA 

Requests a 
review of 
condom 
labeling 
regarding HPV 

Representative 

Cobum 

October 20, 

2000 from Ms. 
Melinda Plaisier, 
FDA 
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August 23, 

2001 

Dr. Bernard 
Schwetz, 

FDA 

Requests an 
update on the 
status of 
condom 
relabeling 
required by P.L. 
106-554 

Chairman 

Souder 

November 20, 
2001 from Ms. 
Melinda Plaisier, 
FDA 

February 12, 
2004 

Dr, Mark 

McClellan, 

FDA 

Requests an 
update on the 
status of 
condom 
relabeling 
required by P.L. 
106-554 

Chairman 

Souder 

March 10, 2004 
from Mr. Amit 
Sachdev, FDA 

August 19, 

2003 

Ms. Dana 
Corrigan, 

HHS OIG 

Requests a 
review to 
determine if 
federal agencies 
are complying 
with P.L. 106- 
554 

Chairman 

Souder (with 
original request 
from former 

Rep. Cobum) 

September 29, 
2003 from Ms. 
Dana Corrigan, 
OIG 

July 18, 2001 

Secretary 

Thompson, 

HHS 

Expresses 
dissatisfaction 
with enactment 
ofP.L. 106-554 
by CDC and 

FDA 

Former Rep. 
Cobum 

No response 

May 15,2002 

Secretary 

Thompson, 

HHS 

Expresses 
dissatisfaction 
with enactment 
ofP.L. 106-554 
by CDC and 
FDA; requests 
update on status 
of law 

Chairman 

Tauzin with Rep. 
Pitts 

September 10, 
2003 from 
Secretary 
Thompson, HHS 

November 21, 
2003 

Ambassador 
Tobias, State 
Department 

Outlines 
intentions of 

HPV provision 
ofP.L. 108-025 

Rep. J. Davis 

No response to 
date 

March 4, 2004 

Ambassador 
Tobias, State 
Department 

Requests 
correction of 
erroneous HPV 
statements in 
President’s 

Global AIDS 

Plan 

Chairman 

Souder 

No response to 
date 
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TOM A. COBURN, M.D 
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The Honorable Richard D. Klausncr, M.D. 

Director 

National Cancer Institute 
National Institutes of Health 
9000 Rockville Pike 
Bethesda, MD 20892 


Dear Dr. Klausncr, 

Thank you for arranging the October 25“' meeting between representatives of the NCI, 
NIH and FDA with Dr. Tom Fitch to fomiulalc a consensus statement regarding the scientific 
data relating to the ineffectiveness of condoms in preventing the transmission of the human 
papillomavirus (HPV). I appreciate your responsiveness to my request in such a timely manner. 

I was disappointed that some of the participants in this meeting had not read several of 
the major studies regarding the ineffectiveness of condoms in preventing HPV transmission. On 
short notice. Dr. Fitch pulled himself away from his practice in San Antonio, Texas, and made 
himself available to develop a consensus statement based upon all of the available data. Without 
a full review of all of the relevant studies by all of the participants, it was impossible to develop a 
consensus that reflected the available scientific findings. 

I would suggest that since the group failed to reach a consensus, we schedule another 
meeting in the near future comprised of an expert panel that has had the opportunity to review all 
of the relevant data. 1 would once again request that Dr. Fitch be included along with several 
other experts with whom I have consulted on this issue. 

Please do not hesitate to contact me or Roland Foster of my staff to discuss the 
arrangement and composition of this panel at your convenience. I can be reached at (202) 225- 
2701. 


Thank you again for your assistance. 




429 Cannom House Ornci Buhdimg 
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DIPAJITMENI OP HEALTH A HUMAN SEBVICES 


NOV I 6 1999 


Public Health Service 


National tnsthutes of Hearth 
Nations) Cancer Inathuta 
Bethesda. Maryland 20892 


The Honorable Tom Cobum 
House of Representatives 
Washington. DC 20515 

Dear Dr. Cobum: 

I am pleased to respond to your letter of October 29 regarding our efforts to determine the 
effectiveness of condoms in preventing infection with human papillomavirus (HPV). We very 
much appreciate the willingness of Dr. Tom Fitch to participate, on short notice, in a meeting 
with staff from the National Cancer institute, the National Institute of Allergy and Infectious 
Diseases (NIAID), and the Food and Drug Administration to begin to address this question. In 
what may have been a pure stroke of luck. Dr. Fitch told me that the cancellation of a previous 
commitment meant that he was able to travel lo Bethesda with minimal disruption to his patient 
care responsibilities. 

Dr. Penny Hitchcock presented the goals of the meeting at its outset: 1 ) reach common ground 
on HPV infection and condoms as independent issues; 2) reach agreement on what criteria 
should be used to identify papers for review; 3) finalize the list of papers; and 4) reach 
agreement on a timeline. From your letter, h appears as though there may have been a 
misunderstanding as to the expectation about reaching consensus at the meeting itself. Certainly, 
we would all agree that this is an important public health issue that wanants careful 
consideration. Our initial meeting was the first step in this process, and I agree that another 
meeting with broad representation would be appropriate. 

Based on our telephone conversation. 1 am pleased that wc both agree on the need for more 
communication on the nature, extent, and deflnitivencss of the evidence currently available to us 
regarding the efficacy of condoms. Concerning HPV infection, ar>d HPV associated diseases, 
none of us feel that the literature leads to clear conclusions that condom use strongly protects 
against HPV infection. On the other hand, the quality of the data and studies available to tis do 
not. to everyone's satisfaction, rule out some level of protection. 

Clearly, the available data do not lend themselves to a straightforward, simple answer. Among 
the participants at the meeting of October 25, there were different inicrpreiations of the data, with 
some concluding that the studies to date provide sufficient information, while others found the 
studies to be lacking in design, methodology, or clarity with respect to the question at hand. 

Such differences ofoptnion arc not unusual in the research community, and this is one of the 
challenges we face in trying to draw conclusions from disparate published data. 
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Page 2 - The Honorable Tom Cobum 

Given these complexities, I have spoken with Dr. Fauci, Director of NIAID, about moving 
forward with a larger, more inclusive meetii^. He has agreed that Dr. Hitchcock would be the 
appropriate individual to lead this effort. We envision broad representation from other Federal 
agencies, the inclusion of health professionals such as Dr. Fitch and his colleagues, and others, 
including behavioral researchers. This meeting would also focus more broadly on all sexually 
transmitted diseases rather than limiting its focus on HPV transmission. We appreciate your 
confidence in the National Institutes of Health to lead this effort. 

Sincerely, 



Richard D. Klausner, M.D. 
Director 

National Cancer Institute 
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March 30, 2001 


Anthony S. Fauci, M.D. 

Director 

National Institute of Allergy and Infectious Diseases 
National Institutes of Health 
Building 31, Room 7A-03C 
Bethesda, MD 20892-2520 

Dear Dr. Fauci, 

As you know, nearly 13,800 new cases of invasive cervical cancer were 
diagnosed last year and this year alone about 4,600 women will die from the disease. 

Tens of thousands of other women will be diagnosed and treated for pre-cancerous 
conditions which researchers believe are about 4 times more common than invasive 
cervical cancer. Virtually all cervical cancer is linked to the human papillomavirus 
(HPV). With at least 24 million Americans carr>dng the virus and 5.5 million new 
infections occurring each year, HPV is the most common sexually transmitted disease. 

Dr. Richard D. Klausner, Director of the National Cancer Institute (NCI) at the 
National Institutes of Health (NIH) stated in a in a February 1 9, 1 999 letter to then- 
Commerce Committee Chairman Tom Bliley that “condoms are ineffective against HPV” 
and that “additional research efforts by NCI on the effectiveness of condoms in 
preventing HPV transmission are not warranted.” This statement echoes the conclusions 
of both the NIH and the American Cancer Society. According to the NIH Consensus 
Development Conference Statement on Cervical Cancer from April 1- 3, 1996, “the data 
on the use of barrier methods of contraceptives to prevent the spread of HPV. . . does not 
support this as an effective method of prevention.” The American Cancer Society found 
“research shows that condoms cannot protect against infection with HPV.” 

Public Law 106-554 mandates that the Centers for Disease Control (CDC) and its 
grantees and contractors begin stating “medically accurate information regarding the 
effectiveness or lack of effectiveness of condoms in preventing” HPV infection. Last 
June, while Congress was debating (his extremely important public health measure 
designed to protect women’s health, the Sexually Transmitted Diseases office of NlAID’s 
Division of Microbiology and Infectious Diseases convened a meeting entitled “Scientific 
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Evidence on Condom Effectiveness and STD Prevention” with the intent of preparing a 
paper on this topic based upon the available science. Nearly ten months later, this 
document has still not been released. 

Recently the Physicians Consortium filed a Freedom of Information Act (FOIA) 
request with NIAID to obtain documents associated with the development of this paper. 
We are writing to request all of the documents that the Physicians Consortium requested 
in its FOIA. We understand that NIAID has set a deadline to complete the paper within 
the next two weeks. We would, therefore, also request a final copy of the paper along 
with all of the scientific studies that were reviewed to reach the conclusions contained 
therein. 


Thank you for your prompt attention to this matter. 

Sincerely, 



Mark E. Souder 
Chairman 

Subcommittee on Criminal Justice, 
Drug Policy and Human Resources 
Committee on Government Reform 


Dave Weldon, M.D. 
Member of Congress 


Enclosure: Physicians Consortium FOIA letter 


CC; The Honorable Tommy G. Thompson 
Secretary 

Department of Health and Human Services 
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The Physicians Consortium 

Harrisburg office: 1240 North Mountain Road, 
Harrisburg PA, 17112 (612) 827-9SS2 


Executive Committee : 

John R. Di^sjr. MD 
Massachusetts 

Joanna Mohn, MD 
New Jers^ 

Ha! Wallis, MD 
Texas 

Kent Jones, MD, PhD 
Tennessee 


Mr. Paul MarshaD 
FOIA Coordinator 
Office of Policy Analysis 
NIAID 

Building 31, Room 7A-52 
31 Center Drive MSC 2520 
Bethesda, MD 20892-2520 

Dear Mr. Marshall: 

RE: FOIA REQUEST 


March 27, 2001 


Reed Bell, MD 
Florida 

NanQi Eugenio, MD 
California 

Robert Wteldr^'er, MD 
Michigan 

John R Whiffen, MD 
Cadfomia 


This FOIA is divided into two parts: A FOIA request for certain documents 
with an immediate effective date and a FOIA request for additional documents 
with an effective date ofWednesday. April 4, 2001. 

On June 12'*’ and IS***, 2000, a meeting tided “Scientific Evidence on Condom 
Effectiveness and STD Prevention” was held at the Hyatt Dulles in Herndon, 
Virginia. Penny Hitchcock, former Chief of the STD branch of NIAID, was 
responsible until recendy for coordinating the preparation of a paper yet to be 
released. 


Participaiin^ Physician 

Alabama PRC 
Aritipna PRC 
Arkansas PRC 
Cadfomia PRC 
lldnoisPKC 
Indiana PRC 
lotva PRC 
Massachusetts PRC 
Michigan PRC 
Nebraska PRC 
New Jers^ PRC 
Oklahoma PRC 
Ore^n PRC 

Pennsylvania PRC 
South Carodna PRC 
South Dakota PRC 
Tennessee PRC 
Texas PRC 
Wisconsin PRC 


Under FOIA, the Physicians Consortium requests the following 
FOIA with an immediate effective date: 

1. The initial draft version prepared after the June meeting and the draft version 
released to the external review panel on or about March 15, 2001. Please e- 
mail these documents to diqqsthis@aol.COm and 

hwailismd@wor(dnet. att.net . If the initial draft is not in a format that can 
be e-mailed, then fax it to (719) 548-5941. 

FOIA with an effective date of April 4. 2001: 

The Physicians Consortium wishes to be sensitive to the ongoing efforts to 
finalize the paper. Therefore, the effective date for the additional documents 
requested under this FOIA is April 4, 2001. While expediency in receiving 
documents under this FOIA is important to us. much more important is that the 
final paper be medically accurate, scientifically complete and sound and void of a 
bias intended to support existing public health doctrines . 

The documents to be included under the second part of this FOL-\ are: 
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2. Any and all draft versions of the report as it has evolved, excluding the 
specific draft versions covered in point 1 (above), but including any draft 
versions developed after the version released to the external review panel on 
or about March 15, 2(X)1. 

3. The audio transcript of the June 12* and 13* meeting- 

4. Any and all documents (including, but not limited to, memoranda, scientific 
papers, reports and others) distributed to participants at the June 12* and 
13* meeting. This would include documents that originated from NIAID 
and other federal agencies as well as documents that originated from outside 
participants to the meeting. 

5. Any and all comments, either by mail, e-mail, facsimile, or in any other form, 
relating to the preparation of the report and to each draft version. This 
should include correspondence within NIAID and to/from NIH, FDA, 
CDC, U.S. Agency for Intemationai Development, other federal agencies not 
listed, and all non-governmental individuals and organizations. 

6. Any and all interna! documents and memoranda relating to Penny 
Hitchcock’s involvement with the project, the delay of the paper, and the 
decision whereby Dr. Hitchcock was removed or removed herself from the 
project. This request should include any and all memoranda from NIH or 
affiliated agencies to Dr. Hitchcock and from Dr. Hitchcock to HIH or 
affiliated agencies relating to the preparation, content or delay of the paper. 
Included in this request would be any correspondence related to the paper 
sent by Dr. Hitchcock to NIH and affiliated agencies in the month prior to 
her disassociation with the project and since. 

All documents on file or produced before April 4, the effective date of this 
FOIA, should be subject to this FOIA. 

The Physicians Consortium, in addition to representing approximately 2,000 
physicians providing medical services to tens of thousands of patients, is a not- 
for-profit public interest group which intends to disseminate the requested 
information to members of Congress, appropriate news media, and the 
American public at large. Thus, the Physicians Consortium requests a fee waver 
of ail applicable search charges related to this FOIA request, pursuant to 
5USC§552(a)(4)(A)(iii); Larson v. Central Intelligence Agency, 843 F.2d 1482 
(D.C. Cir. 1988); judicial Watch Inc. v. United States Department of Commerce, 
No. 95-0133 (D.D.C. May 16, 1995). Disclosure of this information is in the 
public interest because it is likely to contribute significantly to the public 
understanding of the activities of NIAID and NIH. 

We understand that certain copying charges may be charged for this request. 
Please notify us if such charges reach 5200. 

If you have any questions regarding this FOIA request, please do not hesitate to 
caU us. 

Sincerely, 


Hal Wallis, M.D 


Owr 2.000 t>h\'Siacins dedicated to hnnojno -videncs-hased mediane to the cyuhiic health dialogue 
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Cc: Secretary Tommy Hiompson, Department of Health and Human Services 
Rep. Dan Burton, Chairman, House Committee on Government Reform 
Rep. Mark Souder, Chairman Criminal Justice, Drug Policy and Human 
Resources Subcommittee, House Committee on Government Reform 
Marc Wheat, House Committee on Commerce 
Rep. Ernest Istook, Jr. 
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March 30, 2001 


Judith N. Wasserheit. M.D., M.P.H. 

Director 

Sexually Transmitted Diseases Prevention Division 

National Center for HIV, Sexually Transmitted Diseases and Tuberculosis Prevention 
Centers for Disease Control and Prevention 
1600 Clifton Road, N.E. 

Atlanta, GA 30333 


Dear Dr. Wasserheit, 

As you know, nearly 1 3,800 new cases of invasive cervical cancer were 
diagnosed last year and this year alone about 4,600 women will die from the disease. 
Tens of thousands of other women will be diagnosed and treated for pre-cancerous 
conditions which researchers believe are about 4 limes more common than invasive 
cervical cancer. Virtually all cervical cancer is linked to the human papillomavirus 
(HPV). With at least 24 million Americans carrying the virus and 5.5 million new 
infections occurring each year, HPV is the most common sexually transmitted disease. 

Over the past two years, Congress has made cervical cancer treatment and 
prevention a priority. The Breast and Cervical Cancer Treatment Act (P.L. 106-354) was 
approved and signed into law October 2000, will provide medical assistance for breast 
and cervical cancer-related treatment services to low-income women who have already 
been screened for cancer under CDC's early detection program. Likewise, in December 
Congress passed and the President signed legislation to address the prevention of HPV 
infection (P.L.106-554). Both of these laws were approved overwhelmingly and are 
extremely important steps towards eliminating cervical cancer and saving women’s lives. 

Despite its prevalence, very few Americans are aware of HPV. Only one in five 
American women are aware of the link between cervical cancer and HPV according to a 
2000 survey conducted by the National Cervical Cancer Public Education Campaign. 
According to a report in the November 2000 journal Obstetrics and Gynecology, an 
astounding 87 percent of high school students have not heard of HPV. 
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Obviously if we are to prevent HPV infection and the invasive and non-invasive 
conditions it can cause, more must be done to raise the public’s awareness about the virus 
and the medically accurate facts regarding its transmission and possible consequences. 
The HPV prevention provisions of P.L. 106-554 lay the groundwork to meet these goals. 

This law specifically requires the CDC to: 

• Determine the prevalence of HPV in the United States; 

• Develop and distribute educational materials to the public and health care 
professionals regarding HPV prevention, modes of transmission, the link between 
HPV and cervical cancer and the lack of effectiveness of condoms in preventing 
HPV and the importance of regular Pap smears; 

• Ensure that all educational and prevention materials prepared for the public by the 
federal government and its grantees regarding HPV and other sexually transmitted 
diseases contain medically accurate information regarding the effectiveness or 
lack of effectiveness of condoms in preventing HPV infection. 

As you know, a progress report must be made to the Congress by the end of this 
year, however because of this law’s importance to protecting women’s health, we are 
very interested in knowing what actions the CDC— and particularly your division— has 
taken over the past 4 months to enact these requirements. Furthermore, with the 
development of new testing technologies to identify infection with particular strains of 
HPV, what action is the CDC considering in making diagnosis with HPV-16 or other 
high risk strains a reportable condition. Such surveillance data is extremely important to 
public health authorities and to us as policy makers. 

Thank you for your prompt attention to this inquiry. We look forward to a timely 
written response and working with you to ensure that this law is promptly and properly 
enacted to protect the health and lives of women. 

Sincerely, 


h/ioj, 

Mark £. Souder 
Chairman 

Subcommittee on Criminal Justice, 
Drug Policy and Human Resources 
Committee on Government Reform 



Member of Congress 




Dave Weldon, M.D. 

Member of Congress 



Member of Congress 
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CC: Honorable Tommy G. Thompson 
Secrelary 

Department of Health and Human Services 
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DEPARTMENT OF HEALTH & HUMAN SERVICES 


Public HeaittJ Service 


Centers for Disease Control 
and Prevention (CDC) 
Atlanta GA 30333 


wtr 9 ZOM 


The Honorable Mark E. Souder 
United States House of Representatives 
Washington, D.C. 20515-6143 

Dear Mr. Souder: 

I am responding to your letter to Dr. Judith N. Wasserheit, Director, Division of STD Prevention, 
concerning the Centers for Disease Control and Prevention’s (CDC) progress toward the 
prevention and treatment of human papillomavirus (HPV)16, and making HPV 16 and other 
high-risk HPV types reportable. 

As you know, the provisions of P.L. 106-554 authorize surveillance and educational activities 
critical to understanding the epidemiology and impact of HPV, as well as better informing 
healthcare providers, public health professionals, and the public about HPV prevention. Below is 
a summary of activities CDC is undertaking to address the HPV provision of P.L. 1 06-554. 

• Continuation of a longitudinal study of the incidence of HPV infection in adolescent 
females, aged 12-19 years, in Atlanta, Georgia. Results of Uiis study may contribute 
important information on the determinants of progression from HPV infection to 
development of precancerous cells. 

• Performance of additional HPV prevalence and epidemiology surveillance in nationally 
representative samples using CDC’s National Health and Nutrition Examination Survey. 
This project will provide specific information on HPV 1 6. 

• Establishment of six to eight sentinel surveillance sites to monitor the prevalence of high- 
risk HPV types in women. 

• Implementation of formative research and a patient survey to develop and pilot health 
messages for HPV patients and their partners. 

• Performance of a provider survey of knowledge, attitudes, and practices regarding HPV 
diagnoses and treatment. This survey will assess perceptions, practices, barriers, and 
facilitators regarding HPV risk assessment, testing, treatment, counseling, and partner 
services. 
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Page 2 - The Honorable Mark E. Souder 


With respect to making infection with high-ri^ HPV types a reportable condition, each state 
determines which conditions or diseases are reliable within their state. In this regard, in 
April 1 999, CDC, in collaboration with the American Cancer Society, convened a panel of 
internationally recognized experts to provide rwommradations for HPV prevention activities and 
research in the United States. This expert panel specifically recommended against establishing 
routine reporting for genital HPV infection at this time. The panel indicated that such action 
would be premature due to critical gaps in knowledge about HPV epidemiology, lack of 
widespread availability and experience with HPV tests, current inability to distinguish the more 
than 90 percent of HPV-infected women who will eliminate the infection without problems from 
the small minority who will develop precancerous cervical changes, and the absence of effective 
therapy. CDC will continue to work closely with states and other partners to expand the 
knowledge base and best practices for HPV prevention. A copy of the panel’s report is enclosed. 

We appreciate your commitment to the prevention and treatment of cervical cancer and look 
forward to furthering HPV prevention and control in the United States. A copy of this letter 
is being sent to The Honorable Sue Myrick, TTie Honorable Dave Weldon, M.D., and The 
Honorable Joseph Pitts who cosigned your letter. 

Sincerely, 

JeffVeyV. Koplan, M.D., M.P.H. 

Director 


Enclosure 
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BERNARD SANDERS. VERMONT. 
avDEPENDENT 


May 24, 2001 


Jeffrey P. Koplan, M.D., M.P.H. 

Director, 

Centers for Disease Control and Prevention 
1600 Clifton Rd. 

Atlanta, GA 30333 

Dear Dr. Koplan, 

Thank you for your May 9 letter responding to our correspondence of March 30 
addressed to Dr. Judith Wasserheit regarding the Human Papillomavirus Education and 
Prevention provisions contained within Public Law 106*554. 

We were very disappointed with your response. In our initial inquiry, we 
specifically asked what actions the CDC has taken over the past four- now five— months 
to enact the requirements of this law. Instead of an update of actions taken, we were 
provided an incomplete summarization of certain requirements of the law. 

We would ask again (1) What actions has the CDC taken since December to 
implement this vitally important law that protects women’s health? Please include with 
your response any and all internal memos or other documents pertaining to this law. 

Noticeably absent in your summary of the law is a provision that requires the 
CDC, other federal agencies and all contractors, grantees and subgrantees of the 
Department of Health and Human Services to “contain medically accurate information 
regarding the effectiveness or lack of effectiveness of condoms in preventing” HPV and 
other STDs. Specifically the law states: 

' (c) HPV Education and Prevention- 
'll) IN GENERAL- The Secretary shall prepare and 
distribute educational materials for health care providers and 
the public that include information on HPV. Such materials shall 
address -- 

' (A) modes of transmission; 
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' (B) consequences of infection, including the link 
between HPV and cervical cancer; 

' (C) the available scientific evidence on the 
effectiveness or lack of effectiveness of condoms in preventing 
infection with HPV; and 

' (D) the itr^jortance of regular Pap smears, and 
other diagnostics for early intervention and prevention of 
cervical cancer purposes in preventing cervical cancer. 

'(2) MEDICALLY ACCURATE INFORMATION- Educational 
material under paragraph (1) , and all other relevant educational 
and prevention materials prepared and printed from this date 
forward for the p-ublic and health care providers by the Secretary 
(including materials prepared through the Food and Drug 
Administration, the Centers for Disease Control and Prevention, 
and the Health Resources and Services Administration) , or by 
contractors, grantees, or subgrantees thereof, that are 
specifically designed to address STDs including HPV shall contain 
medically accurate information regarding the effectiveness or 
lack of effectiveness of condoms in preventing the STD the 
materials are designed to address." 

This law took effect December 21, 2000 and states very clearly that all 
educational and prevention materials printed from that date forward by the CDC and 
others must contain medically accurate information regarding the effectiveness or lack of 
effectiveness of condoms against STDs. Yet a CDC Fact Sheet entitled “Condoms and 
Their Use in Preventing HIV and Other STDs” updated on January 31, 2001 reads: 

"The correct and consistent use of latex condoms during 
sexual intercourse- vaginal, anal, or oral-can greatly reduce a 
person' s risk of acquiring or transmitting most STDs, including 
HIV infection, gonorrhea, chlamydia, trichomonas, human papilloma 
virus infection (HPV), and hepatitis B." 

As you know, this statement is not “medically accurate,” as specifically required 
by federal law. 

Dr. Richard D. Klausner, Director of the National Cancer Institute has told 
Congress that “condoms are ineffective against HPV.” Like wise, a 1 996 National 
Institutes of Health Consensus DevelopmCTt Conference Statement on Cervical Cancer 
found that the scientific data on the use of barrier methods of contraception such as 
condoms “does not support this as an effective method of prevention” of HPV, The 
American Cancer Society concurs, stating “research shows that condoms cannot protect 
against infection with HPV.” And a draft of a soon-to-be released paper on condom 
effectiveness, prepared by the National Institute of Allergy and Infectious Disease with 
CDC participation, concludes “that there was no evidence that condom use reduced the 
risk of HPV infection.” 

Yet these conclusions determined from published scientific data are not reflected 
in the statement printed in the CDC Fact Sheet. We are gravely concerned by both the 
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failure to comply with the statute and the potential impact of providing scientifically 
inaccurate information which may endanger the health— and in some cases, the lives— of 
women. 

(2) Please provide an explanation of why this provision of the law and these 
scientific facts were overlooked. 

We would also like to know (3) what is the CDC doing to inform its contractors, 
grantees and subgrantees about the ineffectiveness of condoms in preventing HPV 
infection and the legal requirement to provide such medically accurate information? (4) 
What penalties are typically levied against organizations that receive federal funds and do 
not comply with federal legal requirements? Would such organizations be required to 
return federal funds or possibly be prohibited from receiving federal funds in the future? 
(5) Please also provide a complete listing, including addresses, of all CDC contractors, 
grantees and subgrantees receiving any fedoal funds for HTV/STD education and 
prevention. 

Finally, a recent report in the “STD Advisor” stated that a CDC advisory 
committee plans to reinforce condom messages in an upcoming “MMWR Report and 
Recommendations” publication. (4) Could you please explain the intent of the CDC in 
releasing this report at this time? (5) Will this report reflect the conclusions of the 
NIAID, NCI and the published scientific data regarding the lack of effectiveness of 
condoms in preventing HPV infection as legally required? 

Thank you for your prompt attention to this inquiry. We look forward to working 
with you to ensure that this law is properly enacted to protect the health and lives of 
women. 


^4 i«A 

Mark E. Souder 
Chairman 

Subcommittee on Criminal Justice, 
Drug Policy and Human Resources 


Sincerely, 



CC: Honorable Tommy Thompson 

Secretary 

Department of Health and Human Services 
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March 5, 2002 


Dr. Jeffrey P. Koplan, MD MPH 
Director 

Centers for Disease Control and Prevention 
1600 Clifton Road 
Atlanta, GA 30333 

Dear Dr. Koplan, 

The Centers for Disease Control and Prevention (CDC) and the Association of 
Schools of Public Health recently provided a $940,000 grant to Planned Parenthood of 
Southwest and Central Florida and the University of South Florida to conduct a study to 
determine how people react when they are diagnosed with human papillomavirus (HPV) 
infection. The data from this research is intended to develop an educational message to 
prevent HPV infection and cervical cancer. 

This study was required by Public Law 106-554. Specifically the law states: 

"(1) IN GENERAL. The Secretary, acting through the Centers 
for Disease Control and Prevention, shall conduct prevention 
research on HPV, including— 

" (A) behavioral and other research on the impact of 
HPV-reiated diagnosis on individuals; 

"(B) formative research to assist with the development 
of educational messages and information for the public, for 
patients, and for their partners about HPV; 

"(C) surveys of physician and public knowledge, 
attitudes, and practices about genital HPV infection; and 
"(D) upon the completion of and based on the findings 
under subparagraphs (A) through (C) , develop and 
disseminate educational materials for the public and health 
care providers regarding HPV and its impact and 
prevention." 



201 


Because the results of this study will impact the educational materials that will be 
developed and disseminated to the public regarding HPV infection and cervical cancer, it 
is essential that the research and the data obtained be scientifically pure and not skewed 
by political motivations. In this reganl, we find it baffling that a Planned Parenthood 
affiliate would be chosen to conduct this study. As you know, Planned Parenthood 
aggressively opposed the law requiring this HPV study and has for some time promoted a 
political agenda that has misled the public about the lack of condom effectiveness in 
preventing HPV infection. Clearly, a far more objective organization could have been 
selected to conduct this study. 

Could you please provide the Planned Parenthood of Southwest and Central 
Florida and the University of South Florida proposal that was submitted for this study 
along with answers to the following questions: 

(1) Is the CDC sponsoring any organizations or researchers other than Planned 
Parenthood affiliates to conduct research on this topic? 

(2) As you know, the Planned Parenthood study will include only the agency’s 
own clients and therefore will not represent a broad cross-section of women. 

It is fair to assume that Planned Parenthood clients are likely to have different 
attitudes and values than women who seek health services from family doctors 
or health care providers that do not promote or perform abortions. If only 
Planned Parenthood clients are being interviewed for this research, the 
opinions of the vast majority of American women will be omitted fi-om 
consideration and analysis and the research will be unfairly and 
unscientifically skewed. What efforts are you making to determine the 
attitudes of women who are not Planned Parenthood clients about HPV? 

(3) What specific questions will be asked of study participants? 

Could you also provide recent educational materials from the Planned Parenthood 
of Southwest and Central Florida that address HPV and condoms? As you know, since 
December 21, 2000, federal law requires all educational and prevention materials printed 
by the CDC and its partners to contain medically accurate information regarding the 
effectiveness or lack of effectiveness of condoms against STDs. We would like to verily 
that an organization conducting research for the CDC is both complying with the law and 
providing medically accurate information to the public. 

Could you also provide an update as to what actions the CDC has taken since 
December 2000 to educate health care providers, CDC grantees and partners, the media 
and the public about HPV, its link to cervical cancer and the lack of effectiveness of 
condoms in preventing HPV infection as mandated by Public Law 106-554? 

Finally, have any efforts been made to evaluate whether CDC partners are 
complying with the federal requirement that all educational and prevention materials 
“contain medically accurate information regarding the effectiveness or lack of 
effectiveness of condoms in preventing the STD the materials are designed to address?” 
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Thank you for your attention to this matter. We look forward to a prompt reply. 


Sincerely, 


W L{ 

Mark E. Souder 
Chairman 

Subcommittee on Criminal Justice, 
Drug Policy and Human Resources 



Member of Congress 



Joe Pitts 

Member of Congress 
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DEPARTMENT OF HEALTH & HUMAN SERVICES 




Public Health Service 


Centers tor Disease Control 
and Prevention {CDC) 
Atlanta GA 30333 


The Honorabie Mark [S. 

House of Represratatiivlf ' 
Washington, D.C. 2^5!5-6143 

Dear Mr. Souder: 



MAY 11 m 


This is in response to your letter to Dr. Jeffrey P. Koplan, former Director of the Centers for 
Disease Control and Prevention (CDC), requesting information on funding provided by CDC to 
support a study to assess the impact on women when diagnosed with human papillomavirus 
(HPV) infection. Please excuse the delay of this response. 

CDC is conducting formative res^rlA,ph Ae p^cfejogical imj^t of diagnosis oh women 
at five sites around ti^ep^tlon. Tlifese sitfe cpinpetitlvely' seWcted, and included are the 
University of South F‘lorida’(USF), the University of Oki^bma, the University of South ’ ' 
Carolina, the Los An^e)^^.C^iut^Pepaitm 9 m of ^Health Service^, and the^Washington State 
Depa.rtment of Health. , EacH ’of.^^p.reseMch sites vjil)' cortaborafe ^^th a number of clinical 
sites, which include prim^ <^, centers, public healA, clinic, women's healtii centers^ HiV care 
clinics, community he^illh, centers, family medicine clihics, imivwsity health centers, family 
planning clinics, Indi^ Wealth S^vice^pHnics, sexually transmitted disease (STD) clinics, and a 
Veterans Administration women’s cHiiic. USF is only research site withjjlans'to recruit 
participants from Planned l*arentHdod climes.'’ ^ch 6f the sites involved in this study contributes 
important data on women from various segments of the population. Aggregating data across the 
sites will provide a representative picture of the impact of HPV diagnosis and American 
women’s attitudes toward HPV. 


In fiscal year (FY) 2001, CDC provided $295,161 to USF to conduct the first of 3 years of such 
formative research. The research pl^.at USF req^uires laboratory testing of specimens obtained 
via Papanicolaou (Pap) smears fi^m 1,000 women, 'fhis is expected to yield a sample of 
approximately 100 HPV -positive women who are willing to be interviewed regarding the 
psychosocial impact of their HPV diagnosis. Due to the short time frame of the study and the 
number of women to be screened, it is necessary to collaborate with clinics where Pap smears are 
routinely obtained from large numbers of women,, thus, USF proposes to collaborate with its 
Student Health Center, ggid Planned Parenthood of Southwest and Central Florida. 

Regarding your request for the USF shidy protocol, the research protocol is currently pending 
review and approval by the CDC institutional Review Boara and cannot be considered a final 
research plan. Once the plan is finalized, I will forward it to you under separate cover. In 
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response to your request for Planned Parenthood of Southwest and Central Florida's materials on 
HPV and condoms, CDC does not provide funding for these materials. Please contact 
Ms. Barbara Zdavecky, President and CEO of Planned Parenthood of Southwest and Central 
Florida, at telephone (941) 365-3913 if you wish to obtain these materials. 

CDC is also conducting formative research to develop a provider survey that will assess 
knowledge, attitudes, and practices regarding HPV diagnosis and treatment. This survey will 
also assess perceptions, practice barriers, and f^ilitators regarding HPV risk assessment, testing, 
treatment, counseling, and partner services. All of the findings, from formative and survey 
research, will underpin the development and dissemination of educational materials and health 
messages. 

Finally, in reference to efforts to evaluate whether CDC partneis are complying with the 
requirements of Public Law 106-554 regarding the content of educational materials, CDC 
taken the following steps: 

• Informed grantees, subgranlees, contractors, and a wide range of public health partnere about 
the requirements of the law, especially those requirements regarding the content of 
educational materials. 

• Communicated the requirements of Public Law 1 06-554 through conference calls with the 
National Coalition of STD Directors and the National Alliance of State and Territorial AIDS 
Directors. 

• Collaborated with the National Institutes of Health to develop a fact sheet with educational 
messages reflecting the latest science in STD prevention. This fact sheet is currently 
undergoing clearance. 

Should CDC become aware of any inconsistencies in the implementation of the requirements of 
Public Law 1 06-554 by any CDC grantee, we will notify the organization and provide technical 
assistance and guidance to assist in correcting the information. 

We appreciate your continued commitment to the prevention and treatment of HPV and cervical 
cancer. An identical letter is being sent to Representatives Dave Weldon, M.D., Chris Smith, 
and Joe Pitts who cosigned your letter. 


Sincerely, 



David W. Fleming, M.D, 
Acting Director 
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BEBNABO SANDEBS. VERMONT. 
INDEPENDENT 


November 19, 2003 


Julie L. Gerberding, M.D., M.P.H. 

Director 

Centers for Disease Control and Prevention 
1600 CMon Road,N.E. 

Atlanta, GA 30333 

Dear Dr. Gerberding, 

Thank you for making your staff available on November 1 7 to discuss the Center 
for Disease Control and Prevention’s implementation of Public Law 106-554. The 
Congressional staff delegation at this meeting included representatives from the Senate 
Health, Education, Labor and Pensions Committee, the House Energy and Commerce 
Conimitlee, the Republican Study Committee, the office of Congressman Dave Weldon. 
M.D. of the House Appropriations Committee, and the House Subcommittee on Criminal 
Justice, Drug Policy and Human Resources. 

As you know, this law directs the CDC to undertake a number of activities to 
educate the public about human papillomavirus <HPV), including its health consequences 
and how infection can be prevented. The conversation between CDC and Congressional 
staff focused on the legal requirements under this Act directing CDC to develop a report 
by December 2 1 , 2003 recommending “the best strategies to prevent future [HPV] 
infections, based on the available science.” 

It is very disappointing to learn that CDC has not taken appropriate actions to 
ensure compliance with the law and will miss the legal deadline for releasing these very 
important and much needed prevention recommendations. 

Consider that in the United States, approximately 20 million people are currently 
infected with genital HPV and more than 5 million new infections occur annually. 

Experts agree that nearly all cases of cervical cancer are directly associated with HPV 
infection. HPV is also associated with more than one million pre-cancerous lesions. An 
estimated 13,000 new cases of invasive cervical cancer are diagnosed annually in the 
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U.S. and tens of thousands of other women will be treated for HPV related pre-cancerous 
conditions. Cendcal cancer kills nearly 5,000 women every year in the U.S.; by way of 
comparison, AIDS kills about 3,800 women every year. Yet few Americans have ever 
even heard of HPV and most are unaware of its risks or how to protect themselves from 
infection. 

The commitment of CDC made by Dr. Ed Thompson, Deputy Director for Public 
Health Services, and the CDC staff that the agency will release HPV prevention 
recommendations in January is very much appreciated. With January designated as 
Cervical Cancer Awareness Month, the release at this time, while statutorily overdue, 
would be very appropriate. 

Specifically, Dr. Thompson and CDC staff committed to: 

(1) issuing HPV prevention recommendations based on available science no later 
than the third week of January; 

(2) including Dr. Tom Cobum, a practicing obstetrician/family physician who cares 
for patients affected by HPV and the author of the federal HPV law, or his 
designee in the development of these recommendations; and 

(3) providing routine progress updates to staff, including drafts of the 
recommendations. 

We also strongly encourage CDC to focus on data that has been peer reviewed 
and published in scientific journals and to refrain from issuing theoretical, hypothetical or 
unproven bases for protection. 

In addition to the HPV prevention report, Public Law 106-554 requires CDC to 
undertake a number of other activities related to HPV education and research. We look 
forward to frequent progress updates on the status of these efforts. 

Thank you, and Dr. Thompson, for CDC’s commitment to beginning efforts to 
educate the public about the dangers of HPV and how to protect against HPV infection. 


Sincerely, 



Chairman 

Subcommittee on Criminal Justice, 
Drug Policy and Human Resources 
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cc: HonorabJe Tommy Thompson 

Secretary 

Department of Health and Human Services 

Honorable Judd Gregg 
Chairman 

Senate Committee on Health, Education, Labor and Pensions 

Honorable Billy Tauzin 
Chairman 

House Energy and Commerce Committee 

Honorable Michael Bilirakis 
Chairman 

House Subcommittee on Health 

Honorable Dave Weldon, M.D. 

Member of Congress 

House Appropriations Committee 

Honorable Sue Myrick 
Chair 

Republican Study Committee 
Honorable Tom Cobum, M.D. 



208 



Dtf’AKlMtNl 0 \ HtALth ^ HUi>v>U iinVli-lU. 


Centers lor Disease Controi 
and Prevention (CDC) 
Atlanta GA 30333 

DEC 1 8 200:^ 


Tlie Honorable Mark E. Souder 
House of R^resentatives 
Washington, D.C. 20515-6143 

Dear Mr,, Souder; 

Thank you for your letter regarding Congressional, Department of Health and Human Services 
(HHS), and Centers for Disease Control and Prevention (CDC) staff discussions surrounding 
implementation of PL 106-554. I appreciate your deep interest in crmiring tliat the public is 
properly educated about human papillomavirus (HPV) as well as your personal interest in CDC’s 
response to certain requirements related to HPV in PL 106-554, 

I am pleased that staff were able to more fully discuss the mplemantation of the PL 1 06-554 
during the November 17 meeting. We understand well the to provide strategies for 
prevention with respect to HPV. As always, any strategies we present will be based on the best 
available science. Additionally, we are committed to further advancing the field by continuing 
our research and surveillance activities in this critical area and by working collaborativcly with 
public- and private- sector agencies and external experts. 

Your letter lists a number of matters that were discussed at the meeting. We are committed 
to meeting, to the best of our ability, your expectations, and flie requirements of the law by 
providing by the third week in January “a detailed summary of the significant findings and 
problems and the best strategies to prevent future [HPV] infections based on available science.” 
As for involving Dr, Coburn and providing drafts of the r^rt to Confess, I would like to 
suggest that you and/or your staff meet with Dr. Ed Thompson, CDC’s Deputy Director for 
Public Health Services in the near future to discuss specifically the best way to address these 
raattears. And 1 would reiterate my requests from earlier in the year, that, at your convenience, 
you and I meet to discuss your concerns. 

I certainly want to keep you updated on our progress with the implementation of the 
reqtiirements of PL 106-554, and I look forw^ to future discussions with you. 


Sincerely, 



TOM A. COBURN, M.D 



Congress of tlje ®niteii S>tates 

ilousc of ^eprEsentatibeS 

SHasfcmgtnn, BC 20515-3602 



OK 74354 
SIS! 542-5337 
B) 542-5367 (Faxi 


September 7, 2000 


The Honorable Jane E. Henney, M.D. 

Commissioner 

Food and Drug Administration 
Parklawn Building 
5600 Fishers Lane 
Rockville, MD 20857 

Dear Dr. Henney, 

As a practicing physician who has cared for countless women who have become 
infected with human papillomavirus (HPV) despite their belief that they were having “safe sex” 
by using a condom, I am gravely concerned that unless the Food and Drug Administration 
reconsiders the existing label for condom packages more young women will become victims of 
this horrible virus that can cause cancer and death. 

As you know, HPV is the cause of virtually ail cervical cancer. The virus is present in 
99.7 percent of all cervical cancers according to a study published last year in the Journal of 
Pathology. HPV has also been linked to oral cancer and cancer of the vagina, prostate, penis and 
anus, as well as genital warts. Many of those infected, however, have no visible symptoms. 
While not everyone infected will develop cancer, every year 15,000 cases of cervical cancer are 
diagnosed and 5,000 women die from the disease. Hundreds of thousands of other women will be 
diagnosed and treated for pre-cancerous conditions which some researchers estimate arc about 
four times more common than invasive cervical cancer. And despite the fact that it is the most 
common sexually transmitted virus in the United States, over three-fourths of the respondents in 
a recent poll have never heard of HPV. 

Dr. Richard Klauser, Director of the National Cancer Institute (NCI), has stated 
"condoms are ineffective against HPV" and the American Cancer Association has concurred, 
acknowledging that “research shows that condoms (“rubbers”) cannot protect against infection 
with HPV.” According to Dr. Klausner, the evidence that condoms do not protect against 
HPV is so definitive that “additional research efforts by NCI on the effectiveness of condoms 
in preventing HPV transmission is not warranted." 

The labeling on condoms— approved by the FDA— is extremely misleading. “If used 
properly, latex condoms are effective against pregnancy. AIDS and other STD’s" according to 
the label on LifeSiyles condoms. Trojan and TrustEx state that “latex condoms will help 
reduce the risk of transmission of KW infection (AIDS) and many other sexually transmitted 
diseases.” A LifeStyles Condom press release Issued in July even went as far as to state that 
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“the proper and consistent use of latex condoms is the most effective way to prevent the spread 
of such diseases, including HIV, AIDS and HPV (human papaloma virus)." These claims are 
absolutely untrue in regard to HPV. 

Ironically, all latex condoms are required to contain a warning that they contain rubber 
latex which may cause allergic reactions. The most recent data show that only 15 people died 
from latex allergies during a four year period. This is a significant contrast to the 5,000 
women who die a year from cervical cancer of which nearly all is associated with HPV. 

Interestingly enough, the labeling on birth control pills addresses cervical cancer and 
states the ineffectiveness of oral contraceptives in preventing STDs. While HPV is not sited 
per se, both genital warts and cervical calmer are addressed in the packaging of birth control 
pills. “Oral contraceptives do not protect against transmission of HTV (AIDS) and other 
sexually transmitted diseases such sexually transmitted diseases such chlamydia, genital herpes, 
genital warts, gonorrhea, hepatitis B, and syphilis,” according to the labeling of ORTHO- 
CYCLEN and ORTHO TRI-CYCLEN. Furthermore, “some studies have found an increase in 
the incidence of cancer of the cervix in women who use oral contraceptives. However, this 
findings may be related to factors other than the use of oral contraceptives," 

It bewilders me that birth control pills, which are commonly understood to prevent only 
pregnancy and not STDs, would address these health concerns while condom labels not only 
fail to address HPV and cervical cancer, but provide misleading information about their 
effectiveness. 

In light of this information, I would like to know; 

1) If the FDA intends to revise condoms labels to more accurately reflect the scientific facts 
about their ineffectiveness against HPV and the correlation between HPV and cervical cancer. 
If not, please provide an explanation as to why the agency feels this information should be 
withheld from consumers. 

2) What liability do you expect that the condom manufacturers, the FDA or any other 
government agencies have assumed due to the fact that this information on HPV has been 
available for some time but yet withheld and, instead, misleading information about condom 
effectiveness has been prescribed on condom packaging. 

Thank you for your attention to this matter. I look forward to a prompt reply. If you 
have any questions, please do not hesitate to contact me. 



Vice Chair 

Commerce Subcommittee on Health & Environment 


Enclosures 
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OCT 2 0 2000 


The Honorable Tom A. Coburn 
Vice Chairman 

Subcommittee on Health and Environment 
Committee on Commerce 
House of Representatives 
Washington, D.C. 20515 

Dear Mr. Vice Chairman: 

Thank you for your letter of September 1 , 2000, expressing your 
concerns about the effectiveness of condoms in preventing 
transmission of sexually-transmitted diseases (STDs), 
particularly the human papillomavirus (HPV) , and the labeling of 
condoms in this respect. Your questions will be restated 
followed by our response. 

1. If the FDA intends to revise condom labels to more 
accurately reflect the scientific facts about their 
ineffectiveness against HPV and the correlation between HPV 
and cervical cancer. If not, please provide an explanation 
as to why the agency feels this information should be 
withheld from consumers. 

The Food and Drug Administration (FDA or the Agency) is in the 
process of taking a comprehensive look at condom labeling, 
including the primary display panel, the back panel, the package 
insert, and the individual foil pack. 

As we understand it, almost a year after Dr. Richard Klausner, 
Director, National Cancer Institute (NCI), sent a letter dated 
February 19, 1999, to Chairman Bliley, House Committee on 
Commerce (which you quoted in your letter), Drs. Anthony Fauci, 
Director, National Institute of Allergy and Infectious Diseases 
(NIAID) , and Klausner responded to a separate request from your 
office. This response led to the agreement to hold a conference 
that would examine the available data on condom effectiveness 
for STD protection. A steering committee, made up of 
representatives from NIAID, NCI, the National Institute for 
Child Health and Human Development, the Centers for Disease 
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Control and Prevention, FDA, and the United States Agency for 
International Development, planned the meeting. The Public 
Health Service conference, entitled "Scientific Evidence on 
Condom Effectiveness and STD Prevention, " took place on 
June 12-14, 2000. The conference panel reviewed more than 100 
published studies and heard from a variety of experts in the 
field. Presentations and deliberations highlighted some 
difficulties with understanding condom effectiveness. In 
particular, although studies show that condoms provide 
significant protection against some STDs (including and 
especially HIV/AIDS) , currently-available data do not clearly 
answer the question of whether or to what extent condoms protect 
against transmission of HPV. A summary of the June workshop is 
being prepared by the National Institutes of Health and should 
be available shortly. Our review of condom labeling will 
address this and many other questions. 

2. What liability do you expect that the condom manufacturers, 
the FDA or any other government agencies have assumed due to 
the fact that this information on HPV has been available for 
some time but yet withheld and, instead, misleading 
information about condom effectiveness has been prescribed 
on condom packaging. 

FDA has not assumed any such liability. We have no information 
about the liability assumed by condom manufacturers or other 
government agencies. 

Thanks again for your interest in this matter. If you have 
further questions, please let us know. 



Melinda K. Plaisier 
Associate Commissioner 


for Legislation 
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BERNARD SANDERS, VERMONT. 
INDEPENDENT 


August 23, 2001 


Bernard A. Schwetz, D.V.M., Ph.D. 

Acting Principal Deputy Commissioner 
Food and Drug Administration 
5600 Fishers Lane 
Rockville MD 20857-0001 

Dear Dr. Schwetz, 

I look forward to working with you in protecting the health of all Americans and 
improving the safety of food, drugs and medical devices. 

Public Law 106-554 requires the Food and Drug Administration (FDA) to 
“reexamine existing condom labels” and “determine whether the labels are medically 
accurate regarding the overall effectiveness or lack of effectiveness of condoms in 
preventing sexually transmitted diseases, including HPV.” 

As you know, the National Institutes of Health along with the U.S. Agency for 
International Development, the Centers for Disease Control and Prevention and the FDA 
released last month a report entitled “Scientific Evidence on Condom Effectiveness for 
STD Prevention.” This report provided the single most comprehensive review of the 
published scientific data on the effectiveness of condoms in preventing sexually 
transmitted diseases (STDs). In the executive summary, the document states “for HPV, 
the Panel concluded that there was no [emphasis added] epidemiological evidence that 
condom use reduced the risk of HPV infection.” In addition to HPV, the panel reviewed 
the effectiveness of condoms in preventing infection with seven other STDs — ^HIV, 
gonorrhea, chlamydia, syphilis, chancroid, trichomoniasis, and genital herpes. The report 
concluded that “the evidence available” on the effectiveness of condoms against these 
infections “should not be interpreted as proof of the adequacy or inadequacy of the 
condom to reduce the risk of STDs other than HIV transmission in men and women and 
gonorrhea in men.” 
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The FDA “Guidance for Industry Unifoim Contraceptive Labeling” issued on 
July 23, 1 998 directs manufacturers to include the following statement in consumer 
labeling regarding transmission of STEte: 

“For latex condoms for men: 

“(On the condom wrapper/Principal display panel) 

If used properly, latex condoms will help reduce the risk of HIV infection (AIDS) 
and many sexually transmitted diseases. 

“(Directions For Use) 

If used properly, latex condoms will help reduce the risk of HIV infection (AIDS) 
and many sexually transmitted diseases, including chlamydia, genital herpes, 
genital warts, gonorrhea, hepatitis B, and syphilis.” 

These statements do not reflect the NIH review of the available published data on 
condom effectiveness, and therefore are not “medically accurate” as mandated by federal 
law. 


Public Law 106-554 also requires that all “educational and prevention materials 
prepared and printed from this date forward [December 15, 2000] for the public and 
health care providers by the Secretary (including materials prepared through the Food and 
Drug Administration, the Centere for Disease Control and Prevention, and the Health 
Resources and Services Administration), or by contractors, grantees, or subgrantees 
thereof, that are specifically desired to address STDs including HPV shall contain 
medically accurate information regarding the effectiveness or lack of effectiveness of 
condoms in preventing the STD the materials are designed to address,” 

Could you please provide the Subcommittee with an update as to what specific 
actions the FDA has taken — or intends to take — to ensure that: 

(1) Condom labeling reflects the conclusions of the NIH report; and 

(2) FDA educational and prevention materials (including those posted on the FDA 
website) have been revised to ensure that such materials are “medically accurate” 
as required by law? 

Because Public Law 1 06-554 requires the FDA to review the medical accuracy of 
condom labels, please also elaborate at to how the FDA intends to address condoms that 
contain the spermicide Nonoxynol-9 {N-9). 

As you know, studies have indicated since 1989 that use of N-9 may actually 
increase the risk of HIV infection. In a Dear Colleague letter dated August 4, 2000, Dr. 
Helene Gayle of the Centers for Disease Control and Prevention (CDC) stated, “given 
that N-9 has now been proven ineffective against HIV transmission, the possibility of 
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risk, with no benefit, indicates fiiat N-9 should not be recommended as an effective 
means of HIV prevention.” 

In contrast, the FDA website stat^ “although it has not been scientifically proven, 
it is possible that nonoxynol-9 may reduce the risk of transmission of the AIDS virus 
during intercourse as well. Using a qiermicide along with a latex condom is therefore 
advisable, and is an added precaution in case the condom breaks.” 

This statement is quite troubling for several reasons. It is, first and foremost, 
medically inaccurate. It also encourage a behavior that numerous data indicate increase 
HIV risk. And it also provides advice that admittedly “has not been scientifically 
proven.” 

Could you please explain: 

(3) Why, and how often, does the FDA provide consumers with recommendations 
that have “not been scientifically proven?” In other words, are there are other 
instances in which the FDA recommends the use of a device or drug that has no 
proven efficacy? 

(4) Has the FDA verified that products containing N-9 are safe and effective? If not, 
does the FDA intend to halt the production, sale or marketing of condoms 
containing N-9 until such products undergo proper trials to determine if they are 
safe and effective? 

(5) If the FDA does intend to allow the further production of condoms with N-9, what 
changes in labeling for such products will be required? 

Thank you for your prompt attention to this matter. If you have any questions, 
please contact Roland Foster of the Subcommittee on Criminal Justice, Drag Policy and 
Human Resources at (202) 225-2577. 


Sincerely; 

m 

Mark E. Sbuder ’ 
Chairman 
Subcommittee on 
Drag Policy and 


Criminal Justice, 
Human Resources 


Enclosure 
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Laiex Condoms Lessen Risk oi (Septembei 


Page 3 of 0 


* The condoms should be made of latex (rubber) . 

* The package should say that the condoms are to prevent disease. 

If the package doesn't say anything about preventing disease, the condoms may 
not provide the protection you want even though they may be the most 
expensive ones you can buy. 

Novelty condoms, for example, will not be labeled for either disease- or 
pregnancy-prevention. Condoms that don’t cover the entire penis are not' 
labeled for disease prevention and should not be used for this purpose. For 
proper protection, a condom must unroll to cover the entire penis. 

Some condom packages bear the words "DATE MFC." This is the date when the 
condoms were made, not an expiration date. FDA requires that all condoms to 
which a spermicide has been added be labeled with the expiration date of the 
spermicide. New York state requires an expiration date on all condoms sold in 
that state. To gain access to the New York market, therefore, most of the 
five domestic manufacturers of condoms will now include this date on all 
their packages, usually abbreviated "EXP." The condom should not be purchased 
or used after that date. 

Condoms are available in almost all pharmacies; many supermarkets and other 
stores also carry them. They are also available from vending machines. When 
purchasing condoms from vending machines, as from any source, be sure they 
are latex, labeled for disease prevention, and are not outdated. Do not 
purchase condoms from a vending machine located where it may be subject to 
extreme temperatures or direct sunlight. Extreme cemperatures--especially 
heat--can make latex brittle or gummy. 

Condoms should be stored in a cool, dry place out of direct sunlight. Closets 
or drawers usually make good storage places. Condoms should not be kept in a 
pocket, wallet or purse for more than a few hours at a time because they may 
be exposed to extreme temperatures. Places that may get very hot, such as 
car glove compartments, are particularly poor storage areas. 

When opening a condom, handle the package gently. Don't use teeth, sharp 
fingernails, scissors, or other sharp instruments as these may damage the 
condom. And make sure you can see what you're doing! 

After you open the package, inspect the condom. If the material sticks to 
itself or is gummy, the condom is no good. Check the condom top for other 
obvious damage such as brittleness, tears and holes, but don't unroll the 
condom to check it because this could damage it. 

Spermicides 

Spermicides, which kill sperm, are used for birth control either alone or 
with barrier contraceptives such as the diaphragm or cervical cap. Scientists 
have observed that, in test tubes, a spermicide called nonoxynol-9 kills 
organisms that cause STDs . Although it has not been scientifically proven, it 
is possible that nonoxynol-9 may reduce the risk of transmission of the AIDS 
virus during intercourse as weil. Using a spermicide along with' a^Iatex 
condom is therefore advisable, and is an added precaution in case the condom 
breaks. Some condoms come with nonoxynol-9 already added. Their packages are 
required to be labeled with the expiration date of the spermicide, and they 
should not be used after that date. 

Some experts think that even if a condom with spermicide is used, additional 
spermicide in the form of a jelly, cream or foam should be added. These are 
sold over the counter in pharmacies and some supermarkets. (Although 
swallowing small amounts of spermicide has not proven harmful in animal 
tests, it is not known if this is true for humans. For that reason; and 
because spermicides have a bitter taste, for oral sex it may be best to use a 


http://www.fda.gov/bbs/topics/CONSUMER/CN(HK342c.html 


8/24/01 
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DEIakTMENI' of health & K'Ui.lAi'i SERVICES 




NOV 2 0 2001 


Food 3nd Drug Administration 
Rockville MD 20^7 


The Honorable Mark E. Souder 
Chairman 

Subcommittee on Criminal Justice, 

Drug Policy and Human Resources 
Committee on Government Reform 
House of Representatives 
Washington, DC 20515 - 6148 

Dear Mr. Chairman: 

Thank you for your letter of August 23, 2001 expressing your 
concerns about the Food and Drug Administration's (FDA or the 
Agency) implementation of the section of Public Law 106-554, 
pertaining to labeling of condoms. We apologize for the delay 
in responding. 

FDA is currently developing an implementation plan for carrying 
out Public Law 106-554. Our plan will consider the recently 
released report, Workshop Summary: Scientific Evidence on Condom 
Effectiveness for Sexually Transmitted Disease (STD) Prevention, 
(July 20, 2001), as well as other important findings (including 
new publications since the workshop was held in June 2000) to 
determine what modifications to current condom labeling are 
appropriate. We are also evaluating the appropriate regulatory 
mechanism for effecting such change. 

As you know. Public Law 106-554 also has provisions regarding 
educational materials on the human papilloma virus (HPV) for 
health care providers and the public, these are directed at all 
components of the Department of Health and Human Services. Over 
the past year, Che National Institutes of Health (NIH) and the 
Centers for Disease Control and Prevention (CDC) have developed 
new information on condoms and HPV. FDA will be working with 
public health officials from both agencies to ensure consistent 
and accurate information about HPV and other STDs and condom 


use . 
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Your letter points out that the FDA website still posts an 
article from a September 1990 issue of FDA Consumer , about 
condom use. To improve consumer access, FDA posts and maintains 
all articles from this consumer magazine. A carefully worded 
disclaimer at the beginning of each article addresses the 
concern about dated material. Nevertheless, we understand 
your concerns about the text of one paragraph in that article 
regarding nonoxynol-9 (N9) , a spermicide contained in the 
lubricant of some condoms. As you may know, Helene Gayle's 
August 4, 2000, letter to CDC grantees was based on study 
results presented at the International AIDS Conference in 
July 2000 (Durban, South Africa) . This was a study of 
commercial sex workers in Africa and southeast Asia who used 
vaginal preparations containing N9. As described below, FDA 
is still considering the applicability of this study to a U.S 
population, in the context of its ongoing review of the safety 
and effectiveness of over-the-counter (OTC) vaginal spermicides 
containing N9 . 

Regarding your questions on FDA's review of and regulatory 
plans for products containing N9, in 1980, an Advisory Review 
Panel, consisting of medical and scientific experts, reviewed 
OTC vaginal contraceptives already on the market and concluded 
that vaginal spermicides containing N9 were safe and effective 
for OTC use. In a 1995 proposed rule, the Agency tentatively 
concurred with the Panel's general recommendations regarding 
safety but stated that clinical studies were necessary to 
establish the effectiveness of the spermicide's final 
formulation when used in humans. 

In addition, some specific safety issues relating to local 
vaginal irritation were raised. Consequently, the Agency 
requested additional safety and efficacy information to support 
the marketing of N9, but in the interim, the proposed rule 
allowed for the continued marketing of OTC vaginal spermicides 
containing N9. These issues were discussed at the November 22, 
1996, Non-prescription Drugs Advisory Committee Meeting at which 
time the committee concurred with the Agency to allow interim 
marketing of N9-containing vaginal spermicides, pending results 
from the proposed rule. 

In response to this proposed rule, NIH's National Institute 
of Child Health and Human Development (NICHD) advised the Agency 
of its intention to conduct a clinical trial to evaluate the 
efficacy, safety, and acceptability of different formulations 
and doses of vaginal spermicides containing N9 available on the 
market. The NICHD studies were originally projected to be 
completed in 2001; however, because of the difficulty in 
recruiting subjects for the trials, the estimated completion 
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time is two to three years from now. FDA will evaluate the 
results of these trial studies when completed. FDA is also 
evaluating the published study reports, including the recent 
study to which you alluded, and other recent medical literature 
suggesting that N9 is not antimicrobial and does not protect 
against infection from the AIDS virus and other STDs. Because 
of the safety concerns raised in these studies, the Agency is 
considering proposing a new rule to require new labeling 
warnings for marketed OTC N9-containing vaginal spermicides to 
alert consumers that these products will not protect against 
transmission of the AIDS virus or other STDs. 

With respect to condoms containing N9 in the lubricant, as noted 
above, FDA is devising a plan to review the labeling of all 
condoms, including those containing N9 in the lubricant, and 
will also make changes there as appropriate. It is important to 
note that the labeling of condoms with N9 in the lubricant does 
not make any claims regarding the ability of N9 to provide an 
increase in protection against STDs. 

Thank you again for contacting us concerning this matter. If 
you have further questions, please let us know. 



for Legislation 
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February 12, 2004 


Mark B. McClellan, M.D., Ph.D. 

Commissioner 

U. S. Food and Drug Administration 
5600 Fishers Lane 
Rockville MD 20857-0001 

Dear Dr. McClellan, 

As you know, Public Law 106-554 requires the Food and Drug Administration 
(FDA) to “reexamine existing condom labels” and “determine whether the labels are 
medically accurate regarding the overall effectiveness or lack of effectiveness of 
condoms in preventing sexually transmitted diseases, including HPV.” 

Experts agree that infection with certain strains of the human papillomavirus 
(HPV) is the primary cause of nearly all cervical cancer. According to the American 
Cancer Society, nearly 13,000 women develop invasive cervical cancer annually in the 
United States and over 4,000 women die of the disease every year. HPV infection is also 
associated with other cancers and more than one million pre-cancerous lesions. By way 
of comparison, nearly the same number of women die annually as a result of cervical 
cancer as do of HIV/ AIDS in the United States. 

The Centers for Disease Control and Prevention (CDC) estimates 20 million 
Americans are currently infected with HPV and 5.5 million Americans become infected 
with HPV every year. 

On January 30, 2004, the CDC issued a report to Congress entitled “Prevention of 
Genital Human Papillomavirus Infection” pursuant to Public Law 106-554 that 
concluded, “Even consistent and correct use of condoms would not be expected to offer 
complete protection from HPV infection.” According to the CDC, therefore, “The 
available scientific evidence is not sufficient to recommend condoms as a primary 
prevention strategy for the prevention of genital HPV infection.” 
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The CDC repon should come as no surprise to the FDA as its findings reflect 
prior conclusions by the National Institutes for Health and the American Cancer Society, 
A meta-analysis reviewing “the best available data describing the relationship between 
condoms and HPV-relaled conditions” from the past two decades published in the 
November 29, 2002 edition of the journal Sexually Transmitted Diseases found, “There was 
no consistent evidence of a protective effect of condom use on HPV DNA detection, and 
in some studies, condom use was associated with a slightly increased risk for these 
lesions.” 

Three years after Public Law 106-554 was signed by President Clinton, condom 
labels still do not warn consumers about the lack of protection against HPV infection. 

The Subcommittee urges FDA to act on the release of CDC’s HPV prevention report and 
immediately relabel condoms to alert consumers that condoms do not provide effective 
protection against HPV infection. 

Please also provide the Subcommittee with the following: 

(1) The agency’s timetable for relabeling condoms in compliance with Public 
Law 106-554; and 

(2) A detailed summary of all actions taken to enact this law since it was signed 
on December 2 1 , 2000. Please include meeting dales, meeting participants, 
and number of full time employees assi^ed to implementing this law. 

Thank you for your attention to this very important subject. I look forward to 
working with you to ensure the public is receiving medically accurate information from 
which to make fully informed health decisions based upon scientific data. Please respond 
to this request prior to the March 1 1 Subcommittee hearing that will address the federal 
response to cervical cancer and HPV. 


Sincerely, 


Chairman, 

Subcommittee on Criminal Justice, 
Drug Policy and Human Resources 
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August 19, 2003 


Ms. Data Corrigan 

Acting Principal Deputy Inspector General 
Office of the Inspector General 
Department of Health and Human Services 
330 Independence Avenue, S.W. 
Washington, D.C. 20201 


Dear Ms. Corrigan, 

Dr. Tom Cobum, a former member of the U.S. House of Representatives, recently 
contacted the Subcommittee regarding the failure of the Centers for Disease Control and 
Prevention (CDC) and the Food and Drug Administration (FDA) to comply with the legal 
requirements of Public Law 106-554. This law is intended to educate the public about 
the dangers of human papillomavirus (HPV) and to prevent its spread and its harmful 
consequences, which include cervical cancer and death. This policy was overwhelmingly 
supported by Congress and signed into law by President Clinton on December 21, 2000. 

I request that the Office of the Inspector General conduct a thorough investigation 
to determine whether Public Law 106-554 has been faithfully executed and, if not, to 
make recommendations to ensure that the appropriate agencies immediately comply with 
the directives and intent of this law. Please also determine if federal agencies and 
organizations receiving federal funds are complying with P.L. 1 06-554 by providing 
medically accurate information about HPV, reflecting the findings of the July 2001 
scientific report entitle “Scientific Evidence on Condom Effectiveness for STD 
Prevention” issued by NIH/CDC/FDA/USAID. 

A copy of Dr. Cobum’s correspondence outlining the allegations against CDC 
and FDA is attached. 
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Thank you for your attention to this serious matter. 

Sincerely, 


WiaJ 

Mark E. Souder 
Chairman, 

Subcommittee on Criminal Justice, 
Drug Policy and Human Resources 


Attachment 

cc: Honorable Claude A. Allen 

Honorable Tom A. Cobum, M.D. 
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DEPARTMENT OF HEALTH & HUMAN SERVICES 


Food and Drug Administration 
Rockville MD 20857 


mar I 0 2J04 

The Honorable Mark E. Souder 
Chairman 

Subcommittee on Criminal Justice, 

Drug Policy, and Human Resources 
Committee on Government Reform 
House of Representatives 
Washington, D.C. 205 1 5-6 143 

Dear Chairman Souder: i . - . , 

Thank you for the letter of February 12, 2004, regarding the Food and Drug Administration’s 
(FDA or the Agency) implementation of Public l^w (P.L.) 106-554 with respect to the 
labeling of condoms. FDA has complied with P.L. 106-554 by carefully reexamining 
existing condom labeling to determine whether the labels are medically accurate regarding the 
overall effectiveness or lack of effectiveness of condoms in preventing sexually transmitted 
diseases (STDs), including human papilloma virus (HPV). As directed by this law, the 
Agency has not confined its examination to labeling addressing HPV transmission, but has 
examined condom labeling regarding the transmission of other STDs as well, 

FDA agrees with the Centers for Disease Control and Prevention’s recent report to Congress 
entitled, “Prevention of Human Papillomavirus Infection.” The report indicates that: 

While available scientific evidence suggests that the ejfect of 
condoms in preventing HPV infection is unknown, condom use has 
been associated with lower rates of the HPV-associated diseases of 
genital warts and cervical cancer. The available scientific 
evidence is not sufficient to recommend condoms as a primary 
prevention strategy for the prevention of genital HPV infection. 

There is evidence that indicates that the use of condoms may reduce 
the risk of cervical cancer. 

With respect to your specific concerns, they are repeated below followed by our response: 

1. The Agency’s timetable for relabeling condoms in compliance with Public Law 
106-544. 

P.L. 106-554 directs FDA to reexamine condom labeling, not only with respect to 
their “overall effectiveness” in preventing STDs, but also with respect to their “lack of 
effectiveness.” FDA is working to present a balanced view of condom performance, 
being careful neither to overstate device effectiveness nor to discourage device 
usewhere it is appropriate. The Agency is working on developing a proposed rule to 
be accompanied by draft labeling guidance for public comment later this year. 
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2. A detailed summary of all actions taken to enact this law since it was signed on 
December 21, 2000. Please include meeting dates, meeting participants, and 
number of full time employees assigned to implementing this law. 

A team of experts from FDA’s Center for Devices and Radiological Health (CDRH), 
as well as staff from the Department of Health and Human Services Office of General 
Counsel, Food and Drug Division, have worked on this effort since enactment of P.L. 
106-554 (see enclosure). 

To accomplish this task, the Agency staff has conducted a comprehensive systematic 
review of the published medical literature on condoms and STDs. Given the 
enormous scope of this effort, we have just completed this literature review and are 
now looking at how the results from this review would impact condom labeling. 

Based on the review of the literature, CDRH has developed a regulatory plan to 
provide condom users with a consistent labeling message about STDs and the 
protection they should expect from condom use. FDA is preparing new guidance on 
condom labeling to address these issues, with the target of publishing that guidance as 
a draft for public comment later this year. FDA also anticipates proposing to amend 
the classification regulations for condoms to designate the labeling guidance as a 
special control for these devices (an additional measure that will provide assurance of 
safety and effectiveness). 

Thank you again for the opportunity to update the Subcommittee on this important public 
health issue. Dr. Daniel Schultz, the Director of CDRH’s Office of Device Evaluation will 
be representing FDA at the March 1 1 hearing before the Subcommittee. 

Sincerely, 

Amit K. Sachdev 
Associate Commissioner 
for Legislation 


Enclosure 
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FDA Office Staffs Working to Implement P.L. 106-554 

Center for Devices and Radiological Health (CDRH) 

Office of the Center Director (OCD) 

Office of Device Evaluation (ODE) 

Office of Compliance (OC) 

Office of Health and industry Programs (OHIP) 

Office of Science and Technology (OST) 

Office of Surveillance and Biometrics (O^SB) 

DHHS Office of General Counsel, Food and Drug Division (OGC) 


Condom Meetings 

Discussions of changes to condom 510(k) guidance : 

Attendees: Relevant staff from FDA 

Meetings range from February 2001 through February 2002 

CDRH working group meetings to review literature on condom 
effectiveness for sexually transmitted diseases: 

Attendees: Relevant staff from FDA 

Meetings range from October 2002 to present 

Planning and update CDRH management on progress regarding condom 
labeling review: 

Attendees: Relevant staff from FDA 

Meetings range from July 2001 to present 

NIH Workshop 

Attendees: Relevant staff from FDA 


December 2002 
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WHO Announcement of Findings from COL-1492 Study Re: N9 
Attendees: Relevant staff from FDA 
July 2001 

Meetings with various stakeholders 

Attendees: Relevant staff from FDA 

Meetings range from March 2001 through March 2003 

Condom labeling focus testing and planning 
Attendees: Relevant staff from FDA 

Meetings range from April 2001 through present 
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Tom A. Coburn, M.D. 
FAMILY PRACTICE 
P.O. Box 1760 

Muskogee, Oklahoma 74402 
(918) 687-8950 


August 12, 2003 


Ms. Dara Corrigan 

Acting Principal Deputy Inspector General 
Office of the Inspector General 
Department of Health and Human Services 
330 Independence Avenue, S.W. 

Washington, D.C. 20201 

Dear Ms. Corrigan, 

Cervical cancer is a largely preventable disease, yet according to the American 
Cancer Society, an estimated 13,000 new cases of invasive cervical cancer were 
diagnosed in 2002 and over 4,000 women die of the disease every year. Tens of 
thousands of others will be treated for related pre-cancerous conditions. 

Experts agree that infection with certain strains of the human papillomavirus 
(HPV) is one of the strongest risk factors for cervical cancer. HPV infection, in fact, is 
associated with nearly all cervical cancer. HPV has also been linked to other forms of 
cancer and to genital warts. 

HPV is the most common sexually transmitted disease and scientific studies have 
repeatedly concluded that condoms do not provide effective protection against HPV 
infection. In 2001 , the National Institutes of Health along with the U.S. Agency for 
International Development, the Centers for Disease Control and Prevention (CDC) and 
the Food and Drug Administration (FDA) released a report entitled “Scientific Evidence 
on Condom Effectiveness for STD Prevention.” This report provided the single most 
comprehensive review of the published scientific data on the effectiveness of condoms in 
preventing sexually transmitted diseases (STDs). The document states “for HPV, the 
Panel concluded that there was no epidemiological evidence that condom use reduced the 
risk of HPV infection.” 

Because of the widespread prevalence of HPV, a general lack of knowledge about 
the disease and how to prevent its transmission, the significant numbers of Americans 
harmed or killed as a result of HPV infection every year, and the failure of the Centers for 
Disease Control and Prevention (CDC) and the Food and Drug Administration (FDA) to 
address the epidemic. Congress passed and President Clinton signed Public Law 106-554 
in 2000. 
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This law requires CDC to educate the public about HPV and the lack of 
effectiveness of condoms in preventing HPV infection. All educational materials 
produced by CDC and other federal agencies and federal grantees are also required to 
provide similar medically accurate information about HPV and condoms. The law 
directs the FDA to “reexamine existing condoms labels... to determine whether the labels 
are medically accurate regarding the overall effectiveness or lack of effectiveness in 
preventing sexually transmitted diseases, including HPV.” The law also required CDC to 
conduct HPV research and provide recommendations regarding "the best strategies to 
prevent future [HPV] infections." 

As the author of this law and a practicing physician who has cared for countless 
patients affected by HPV, I am deeply troubled by the federal bureaucracy’s continued 
failure to address the HPV and to adhere to and abide by the legal requirements of P.L. 
106-554. 

I sent a letter to the Department of Health and Human Services July 18, 2001 
regarding my concerns and requested that the Department take “appropriate actions to 
properly enact the law.” I did not receive a response and it is obvious that actions to 
properly enact the law have still not been undertaken. 

Expressing similar concerns, Congressmen Billy Tauzin, Chairman of the House 
Energy and Commerce Committee, and Joe Pitts sent a letter to the Department of Health 
and Human Services in May 2002 requesting an update on the status of the 
implementation of the law but 15 months later have still not received a response. 

An independent review by another Congressional Subcommittee has found that 
two and a half years after the effective date of the federal HPV prevention and education 
law, CDC and FDA have largely ignored the law and maintain the indifferent attitude 
towards the HPV epidemic that prompted the need for this law. 

In addition to ignoring much of the law, the areas of the law that CDC has 
implemented have been done so in a manner that appears to deliberately undermine its 
intent. 


The law is clear that the CDC and other government agencies and partners must 
provide “medically accurate information regarding the effectiveness or lack of 
effectiveness of condoms” in preventing HPV and other sexually transmitted diseases 
(STDs). Yet in a July 2001 “Dear Colleague” letter to its partners, the CDC issued 
inaccurate information regarding the effectiveness of condoms. The CDC states 
“epidemiological studies have generally not demonstrated an association between 
condom use and the risk of HPV infection, but these studies are inconclusive because of 
limitations in how they were designed. Again, these limitations would generally lead to 
an underestimation of the protective effect.” The inaccurate claim that studies are 
“inconclusive” is repeated several times in the CDC letter. The CDC letter also provides 
what is labeled “Theoretical Basis for Protection” that claims “consistent and correct use 
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of latex condoms would be expected to protect against transmission of genital ulcer 
diseases and HPV in some, but not all, instances.” This is medically inaccurate and does 
not reflect the available clinical science. 

The law also states that the “educational material” on HPV required to be printed 
by this law “and all other relevant educational and prevention materials prepared and 
printed from this date forward for the public and health care providers by the Secretary 
(including materials prepared through the Food and Drug Administration, the Centers for 
Disease Control and Prevention, and the Health Resources and Services Administration), 
or by contractors, grantees, or subgrantees thereof, that are specifically designed to 
address STDs including HPV shall contain medically accurate information regarding the 
effectiveness or lack of effectiveness of condoms in preventing the STD the materials are 
designed to address.” The law provides a clear mandate for all federal agencies and 
private partners. Yet the CDC’s July 2001 letter states that the requirement is limited to 
only materials “funded by CDC,” To the contrary, the law does not apply to only CDC 
funded materials. It is, rather, a requirement that all organizations receiving federal 
funding must abide by as a condition of eligibility for federal funding. 

The CDC was directed to conduct a number of research activities on HPV. These 
included investigating the impact of HPV-related diagnosis on individuals, the 
development of educational messages and information for the public, patients and their 
partners and determine the public and the medical community’s knowledge and 
awareness about HPV. The CDC has provided a $940,000 grant to Planned Parenthood 
of Southwest and Central Florida to conduct this study. Planned Parenthood opposed the 
enactment of this law and has consistently downplayed the impact of HPV infection on 
women’s health and distorted the facts about the lack of effectiveness of condoms in 
preventing HPV. The selection of such a biased organization is just another indication 
that CDC is intentionally undermining this law. 

The actions and lack of actions taken by the CDC and FDA to undermine this law 
are both illegal and threaten the health of millions of Americans. 

The following chart outlines the provisions of Public Law 106-554 and the status 
of the each: 


Public Law 106-554 Provision 

Status 

Conduct HPV prevalence and prevention 
research 

CDC has selected Planned Parenthood, 
which opposed the enactment of the FTPV 
law, to conduct this research. 

Progress reports on HPV research to be 
submitted to Congress before January 2001 

Incomplete — Over one and a half years 
overdue. 

Develop and disseminate educational 
materials on HPV and its prevention 

Incomplete. 

Report providing recommendations of the 
best strategies to prevent HPV infection 

Due December 2003. 
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All educational materials on STDs, HPV 
and condoms prepared by federal agencies 
and their partners must provide medically 
accurate information including the lack of 
effectiveness of condoms in preventing 
infection 

CDC has issued inaccurate claims based 
upon a “theoretical” and unproven 
hypothesis, inconsistent with both the law 
and scientific data. 

Condom labels to be rewritten to be 
medically accurate to reflect the 
effectiveness or lack of effectiveness in 
preventing HPV and other STDs 

Incomplete. 


I would request that the Office of the Inspector Genera! conduct a thorough 
investigation to determine why Public Law 106-554 has been both misinterpreted and 
largely ignored by CDC and FDA and to make recommendations to ensure that these 
agencies immediately comply with the directives and intent of this law. Please also 
determine if federal agencies and organizations receiving federal funds are providing 
medically accurate information about HPV, reflecting the findings of the 2001 scientific 
report issued by NIH/CDC/FDAAJSAID. 

Thank you for your assistance with this request. Please do not hesitate to contact 
me if you have any questions or if 1 can be of any assistance with this investigation. 


^Member of Congress (retired) 


cc: Honorable Judd Gregg, U.S. Senate 

Honorable Billy Tauzin, Member of Congress 
Honorable Joe Pitts, Member of Congress 
Honorable David Weldon, MD, Member of Congress 
Honorable Mark Souder, Member of Congress 
Honorable Sue Myrick, Member of Congress 
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DEPARTMENT OF HEALTH ii HUMAN SERVICES . Otlice ot inspector General 


Washington, D.C. 20201 


SEP 2 9 2X33 


The Honorable Mark E. Souder 
Chairman, Subcommittee on Criminal Justice, 

Drug Policy and Human Resource 
Committee on Government Reform 

House of Representatives . 

Washington, D.C. 20515 ^ 

Dear Mr. Souder; 

Thank you for your letter of August 19, 2003, which follows up on a request to the 
subcommittee from Dr. Tom Cobum, a former member of the House of Representatives 
regarding Public Law 106-554. This law is intended to educate the public about the 
dangers of human papillomavirus (HPV) and to prevent its spread and harmful effects, 
which include cervical cancer and death. The Centers for Disease Control (CDC) and the 
Food and Drug Administration (FDA) are charged with carrying out this law. You 
requested that the Office of Inspector General (OIG) conduct an investigation to 
determine whether Public Law 1 06-554 has been faithfully executed and, if not, to make 
recommendations to ensure that the appropriate agencies immediately comply with the 
directives and intent ofthis law. You also asked if we would determine if Federal 
agencies and organizations receiving Federal funds are complying with Public Law 
106-554 by providing medically accurate information about HPV. 

We appreciate your interest in this matter and will consider the questions that you raise as 
part of our upcoming round of work planning. As such, we would be interested in 
meeting with you and your staff, as well as staff fixim CDC and FDA, as we seek to 
determine what might be an appropriate approach for this office. As you know, we 
received a similar letter from your former colleague. Dr. Tom Cobum. We have sent a 
similar letter to Dr. Cobum and offered to meet with him as well. 

Additionally, you may be interested to know that among the 2004 work planned by our 
Office of Evaluation and Inspections (OEI) is a study on the National Breast and Cervical 
Cancer Early Detection Program. While this study will not focus on the issues that you 
raise about HPV and Public Law 106-554, it is part of the OIG’s effort to begin 
examining public health issues, including sexually transmitted diseases and related 
grants, from a management and oversight perspective. 
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If you have any questions, please do not hesitate to contact me or one of your staff may 
contact George Grob, Deputy Inspector General for Management and Policy at 
(202)619-2482. 


Sincerely, 



Dara Corrigan 

Acting Principal Deputy Inspector General 

cc; The Honorable Tom A. Cobum, M.D. 

Dr. Julie Gerberding, CDC 
Dr. Mark McClellan, FDA 
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Tom A. Cobum, M.D. 
FAMILY PRACTICE 
P.O. Box 1760 
Muskogee, Oklahoma 74402 
(918) 682-4318 


July 18, 2001 


Honorable Tommy G. Thompson 
Secretary 

U.S. Department of Health and Human Services 
200 Independence Avenue, S.W. 

Washington, D.C. 20201 

Dear Secretary Thompson, 

On July 5, the Centers for Disease Control and Prevention (CDC) distributed a 
“Dear Colleague” letter regarding the implementation of the HPV Education and 
Prevention Law of 2000 (Public Law 106-554). As the author of this law, I was troubled 
by the CDC’s misinterpretation of the law and the likely health impact that will result 
from this misinterpretation. 

As you know, the National Cancer Institute, the American Cancer Society and 
numerous published scientific studies have concluded that the human papillomavirus 
(HPV) is the cause of nearly all cervical cancer and that condoms do not provide 
effective protection against HPV infection. Despite this science, the CDC has 
intentionally misled the public about the dangers of HPV and the shortcomings of 
condoms. 

As a practicing physician who sees the ravages of HPV infection every week, and 
more and more frequently in young women and girls, I am appalled by the CDC’s 
intentional cover-up of the HPV epidemic and the attempt to manipulate the law which I 
authored. 

The CDC “Dear Colleague” letter violates both the spirit and letter of the law in 
two important areas. 

(1) CLINICAL SCIENCE 

The law is clear that the CDC and other government agencies and partners must 
provide “medically accurate information regarding the effectiveness or lack of 
effectiveness of condoms” in preventing HPV and other sexually transmitted diseases 
(STDs). 
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Yet the CDC letter provides inaccurate information regarding the effectiveness of 
condoms. The CDC states “epidemiological studies have generally not demonstrated an 
association between condom use and the risk of HPV infection, but these studies are 
inconclusive because of limitations in how they were designed. Again, these limitations 
would generally lead to an underestimation of the protective effect.” The inaccurate 
claim that studies are “inconclusive” is repeated several times. The CDC goes on to 
provide what it labels “Theoretical Basis for Protection” which claims “consistent and 
correct use of latex condoms would be expected to protect against transmission of genital 
ulcer diseases and HPV in some, but not all, instances.” 

The CDC has repeatedly distorted the truth with this “theoretical” rationalization 
for protection despite the fact that it is contradicted by the clinical science. 

In a letter to Congress, Dr. Richard D. Klausner, Director of the National Cancer 
Institute (NCI), stated that “condoms are ineffective against HPV.” The science in this 
regard is so clear that Dr. Klausner concluded “additional research efforts by NCI on the 
effectiveness of condoms in preventing HPV transmission are not warranted.” 

In follow-up, the NCI was asked why the NCI and CDC had reached differing 
conclusions on the overall effectiveness of condoms in preventing HPV infection. Dr. 
Douglas Lowy, Deputy Director of NCI’s Division of Basic Sciences, explained that “the 
NCI conclusion that condoms are ineffective against HPV infection is based on the 
results of several long term studies that have failed to show that barrier contraceptives 
prevent cervical HPV infection, dysplasia, or cancer.” Dr. Lowy provided published 
studies to substantiate the NCI statements. 

A June 2000 workshop co-sponsored by the U.S. Agency for International 
Development, Food and Drag Administration, CDC, and the National Institutes for 
Health was held to evaluate the published evidence on latex condoms in regards to their 
effectiveness against preventing STDs. “For HPV, the Panel concluded that there was no 
evidence that condom use reduced the risk of HPV infection.” 

The science and the law are clear, and the CDC has ignored both. 

(2) APPLICATION 

The law also states that “educational material” on HPV required to be printed by 
this law “and all other relevant educational and prevention materials prepared and printed 
from this date forward for the public and health care providers by the Secretary 
(including materials prepared through the Food and Drag Administration, the Centers for 
Disease Control and Prevention, and the Health Resources and Services Administration), 
or by contractors, grantees, or subgrantees thereof, that are specifically designed to 
address STDs including HPV shall contain medically accurate information regarding the 
effectiveness or lack of effectiveness of condoms in preventing the STD the materials are 
designed to address.” 
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The law provides a clear mandate for all federal agencies and private partners. 

Yet the CDC’s letter states that the requirement is limited to only materials “funded by 
CDC.” To the contrary, the law does not apply to only CDC funded materials. It is, 
rather, a requirement that all organizations receiving federal funding must abide by as a 
condition of eligibility for federal funding. This was well understood during the drafting 
of the law and is clear from the actual language of the law. 

It is bewildering why the CDC, or any federal agency, would provide funding to 
any organization that was not providing medically accurate information. It is also 
extremely disturbing that the CDC would misrepresent the medically accurate truth and 
intentionally confuse the public. Such actions will only ensure that more and more young 
women and men become infected and even die as a result of HPV infection. 

The CDC seems to have forgotten that it is charged with disease control and 
“prevention.” Millions of Americans already have HPV, most of which are unaware that 
they infected and have probably never even heard of the virus or its consequences. In 
addition to cervical cancer, prostate cancer, a leading cause of death in men, is now also 
believed to be linked to HPV. This year alone, tens of thousands of women will be 
treated for HPV-related pre-cancerous conditions and nearly 5,000 women in American 
will die of cervical cancer. Nearly all of these deaths could have been prevented. The 
emotional toll of this disease is impossible to determine and unless action is taken, the 
financial toll will be staggering as HPV infects more and more Americans. 

I would ask you to take the appropriate actions to properly enact the law and 
educate the public with the truth about HPV so we can start saving lives. 

I have attached a copy of the CDC Dear Colleague letter as well as the actual 
language of the law. Please do not hesitate to contact me if you have any questions or 
need additional information. 



Tom A. Cobum, M.D. 
Member of Congress (retired) 


Enclosures 


cc: Honorable Claude A. Allen, Deputy Secretary, HHS 

Honorable David Weldon, MD, Member of Congress 
Honorable Mark Souder, Member of Congress 
Honorable Billy Tauzin, Member of Congress 
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DEPARTMENT OF HEALTH & HUMAN SERVICES 


Public Health Service 


Centers for Disease Control 
and Prevention (CDC) 
Atlanta. GA 30333 

July 5, 2001 


Dear Colleague: 

During the 2001 appropriations process, the United States Congress enacted Public Law 106-554, which 
authorizes surveillance and educational activities critical to understanding the epidemiology and impact of 
genital human papillomaAdrus (HPV). The provisions of this law also identify activities important to better 
informing health care providers, public health professionals, and the public about HPV prevention, 

Specifically, the language requires; 

• implementation of sentinel surveillance to monitor the prevalence of sp>ecific types of HPV; 

• prevention research on HPV in areas of the behavioral impact of HPV-related diagnosis; 

• formative research to assist in the development of educational messages for providers, patients and 
their partners, and the public; and 

• surve;^ of ph^ician and public knowledge, attitudes, and practices about genital HPV infection. 

Upon completion of the above activities and, based on the findings, the Centers for Disease Control and 
Prevention (CDC) will develop and disseminate educational materials for health care providers and the 
public. 

This law further requires that all educational and prevention materials prepared after December 21, 2000, 
by the Department of Health and Human Services, its agencies and their grantees, subgrantces, and 
contractois that are specifically designed to address sexually transmitted diseases (STDs) including HPV, 
shall contain "medically accurate information reading the effectiveness or lack of effectiveness of 
condoms in preventing the STD the materials are designed to address." 

To assist you in preparing those materials, following is a document that provides prevention messages on 
the effectiveness of condoms in reducing the transmission of specific STDs, as per P.L.106-554. The 
document also contains background information, including the theoretical basis for protection and related 
laboratory and epidemiological studies. Please ensure that all educationarmaterials developed after 
December 21 , 2000, and funded by CDC use the appropriate message or messages. A printed copy of this 
document will also be mailed to you. 

The HPV provisions authorized in P.L.106-554 are enclosed. If you have any questions, please don’t 
hesitate to call our Office of Communications at (404) 639-8890. 

Sincerely, 




Helene D. Gayle, M.D., M.P.H. 
Director, National Center for HIV, 


STD, and TB Prevention 



238 


Genital Ulcer Diseases and Human Papillomavirus 


Prevention message for genital ulcer diseases and HPV infections 
Genital ulcer diseases and HPV infections can occur in genital areas that are covered or 
protected by a latex condom. They can also occur in areas that are not covered or 
protected. Latex condoms, when used consistently and comectly, can reduce the risk of 
genital herpes, syphilis, chancroid, and HPV infection, only when the infected areas are 
covered or protected by the condom. In addition, the use of iatex condoms has been 
associated with a reduction in risk of HPV-associated diseases, such as cervical cancer. 


Genital ulcer diseases include genital herpes, syphilis, and chancroid. These diseases are transmitted 
primarily throng “skin-to-skin” contact from sores/ulcers or infected skin that looks normal. HPV 
infections, like genital ulcer diseases, are transmitted through contact with infected genital skin or mucosal 
surfaces/fluids. Althou^ these infections can occur in genital areas that are covered or prot«:ted by the 
condom, they can also occur in areas that are not. 

Theoretical Basis for Protection: Protection against genital ulcer diseases and HPV depends on the site of 
the sore/ulcer or infection. Latex condoms can only protect against transmission when the ulcers or 
infections are in genital areas that are covered or protected by the condom. Thus, consistent and correct use 
of latex condoms would be expected to protect against transnission of genital ulcer diseases and HPV in 
some, but not all, instances. 

Laboratory Studies that determine whether or not organisms can penetrate latex condoms under conditions 
more stringent than those during intercourse, demonstrate that latex condoms provide an in:5>enneable barrier 
to organisms considerably smaller than those that cause genital ulcer diseases and HPV infections. 

Epidemiological Studies that ccxnpare infectic«i rates among condom users and nonusers provide evidence 
that latex condoms can protect against the transmission of syphilis and genital herpes. However, because 
some epidemiological studies show little or no protection, the body of evidence is considered inconclusive. 
Many of the studies are also inconclusive regarding the level of protection because of limitations in design. 

In general, these limitations would lead to an underestimation of the protective effect. No conclusive studies 
have specifically addressed the transmission of chancroid and condom use. 

Epidemiolo^cal studies have generally not demonstrated an association between condom use and the risk of 
HPV infection, but these studies are inconclusive because of limitations in how they were designed. Again, 
these limitations would generally lead to an underestimation of the protective effect. Study results do, 
however, show an association between condom use and risk reduction of HPV-associated diseases, including 
genital warts, cervical dysplasia and cervical cancer. 


For bibliography on condom effectiveness, contact 

CDC’s National Prevention Information Network 
at (800) 458-5231 or www.cdcnpin.org 
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114 STAT. 2763A-72 PUBUC LAW 10^554— APPENDIX A 

SEC. 516. (a) HUMAN PAPILLOMAVIRUS. —Part B of title III of the Public Health Services Act (42 U.S.C. 
243 et seq.) is amended by inserting before section 318 die following section: 

HUMAN PAPILLOMAVIRUS 

SEC. 31 7P. (a) SURVEILLANCE. — 

(1) IN GENERAL. — The Secretary, acting through the Centers for Disease Control and Prevention, shall — 

(A) enter into cooperative agreements widi States and other entities to conduct sentinel 
surveillance or other special studies that would determine the prevalence in various age groups and 
populations of specific types of htiman papillomavirus (referred to in this section as ‘HPV’) in 
different sites in various regions of the United States, dirough collection of special specin^ns for 
HPV using a variety of laboratory-based testing and diagnostic tools; and 

(B) develop and analyze data from the HPV sentinel surveillance system described in 
subparagraph (A) . 

(2) REPORT. — The Secretary shall make a progress report to the Congress with respect to 
paragraph (1) no later than 1 year after the effective diate of this section. 

(b) PREVENTION ACTIVITIES; EDUCATION PROGRAM. — 

(1) IN GENERAL. — The Secretary, acting through the Centers for Disease Control and Prevention, 
shall conduct prevention research on HPV, including — 

(A) behavioral and odier research on the intact of HPV-related diagnosis on individuals; 

(B) formative research to assist wifti die development of educational messages and 
information for the public, for patients, and for their partners about HPV; 

(C) surveys of physician and public knowledge, attitudes, and practices about genital 
HPV infection; and 

(D) upon the conviction of and based on the findings under subparagraphs (A) through 

(C), develop and disseminate educational materials for the public and health care 
providers regarding HPV and its inv^ct and prevention. 

(2) REPORT; FINAL PROPOSAL. — ^Thc Secretary shall make a progress report to the 
Congress with respect to paragraph 

(I) not later than 1 year after the effective date of this section, and shall develop a final 
report not later than 3 years after such effective date, including a detailed summary of the 
significant findings and problems and the best strategies to prevent future infections, 
based on available science. 

(C) HPV EDUCATION AND PREVENTION. — 

(1) IN general. — ^The Secretary shall prepare and distribute educational materials for health care 
providers and the public that include information on HPV. Such materials shall address — 

(A) modes of transmission; 

(B) consequences of infection, including the link between HPV and cervical cancer; 

(C) the available scientific evidence on the effectivc-ncss or lack of effectiveness of 
condoms in preventing infection with HPV; and 

(D) the invortance of regular Pap smears, and other diagnostics for early intervention and 
prevention of cervical cancer purposes in preventing cervical cancer. 

(2) MEDICALLY ACCURATE information. — Educational material under paragraph (1), and all other 
relevant educational and prevention materials prepared and printed from this date forward for the 
public and health care providers by the Secretary (including materials prepared through the Food 
and Dmg Administration, the Centers for Disease Control and Prevention, and the Healfti 
Resources and Services Administration), or by contractors, grantees, or subgrantees thereof, that 
are specifically designed to address STDs inchiding HPV shall contain medically accurate 
information regarding the effectiveness or lack of effectiveness of condoms in preventing the STD 
the materials are designed to address. Such requirement only applies to materials mass produced 
for the public and health care providers, and not to routine communications. 

(b) LABELING OF CONDOMS. — The Secretary of Health and Human Services shall reexamine 
existing condom labels fiiat are authorized pursuant to the Federal Food, Drug, and Cosmetic Act 
to deteimine whether the labels are medically accurate regarding the overall effectiveness or lack 
of effectiveness of condoms in preventing sexually transmitted diseases, including HPV. 
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CongrrEF o{ tf)f ^la!rf 

®a^mgton» ?BC 20515 


May 15, 2002 


Honorable Tommy G. Thompson 
Secretary 

Department of Health and Human Services 
200 IiKiependence Avenue, S.W. 

Washington, D.C. 20201 

Dear Secretary Thompson: 

The Energy and Commerce Committee has consistently made cervical cancer 
treatment, prevention and awareness a priority. The Breast and Cervical Cancer 
Treatment Act (PX. 106-354), which provides medical assistance to low-income women 
with breast and cervical cancer, was autiiored by this Committee. Likewise, the 
Committee developed legislation (P.L. 106-554) to address the prevention of human 
papiUomavirus (HPV) infection, the cause of nearly all cervical cancer. Both of these 
life-saving laws were approved overwhelmingly and are extremely important components 
in the effort to eliminate cervical cancer and towards saving women’s lives. 

The Committee is very concerned about the lack of progress that the Centers for 
Disease Control and Prevention (CDC) and the Food and Drug Administration have made 
in implementing the HPV prevention law. The Department was required by law to 
submit a progress report prepared by CDC to Congress before January of this year 
regarding the prevalence of HPV in various age groups, demographics and regions of the 
United States. This has not been done. The Committee looks forward to receiving this 
report soon. 

In addition, we would like to know the status of several other aspects of this law. 
The CDC was directed to condtict a number of research activities on HPV. These 
included investigating the impact of HIV-related diagnosis on individuals, the 
development of educational messages and information for the public, patients and their 
partners and determine the public and the medical community’s knowledge and 
awareness about HPV. The CDC has provided a $940,000 grant to Planned Parentiiood 
of Southwest and Central Florida to conduct this study. The Committee is disturbed by 
this decision due to fact that Planned Parenthood opposed the enactment of this law and 
has consistently downplayed the impact of HPV infection on women’s health and 
distorted the facts about the (lack of) effectiveness of condoms in preventing HPV. We 
would like a detailed explanation as to why the CDC chose such a biased organization to 
conduct this research. Please also provide a list of other organizations that have received 
grants to conduct similar research. 

PX. 106-554 requires CDC to educate health care providers, CDC grantees and 
partners, the media and the public about HPV and the lack of effectiveness of condoms in 
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preventing HPV infection. Please provide an ypdate on what actions the CDC has taken 
in this regard. 

This law also requires all HHS agencies, contractors, grantees, and subgrantees to 
provide medically accurate information regarding the effectiveness or lack of 
effectiveness of condoms in preventing STDs, including HPV. There has been evidence 
that some CDC-supported organizations have failed to comply with this legal 
requirement. What efforts, if any, have been ma^ to evaluate whether HHS partners are 
complying? 

In addition to these actions by the CDC, the FDA was directed to “reexamine 
existing condoms labels. . . to determine whether the labels are medically ^curate 
regarding the overall effectiveness or lack of effectiveness in preventing sexually 
transmitted diseases, including HPV ” Please provide a status report on the relabeling of 
condoms in this regard, including a timetable for the new labeling. 

In addition, a new study, conducted by Ae International Agency for Research on 
Cancer of the World Health Organization concluded that that there is a si gni ficant 
connection between the use of birth control pills and cervical cancer. The research found 
that women infected with HPV who had used birth control pills for five years or more 
were nearly three times more likely to develop cervical cancer than HPV infected women 
who had never taken the pill. Women who had taken the pill for 10 years or more were 
four times more likely to get the disease than those who had never taken it. The 
Committee believes it is in the best interest of women’s health for them to be aware of 
this potential danger. What efforts is the FDA undertaking to add this risk to the labeling 
of birth control pills? Is the CDC providing any educational materials to the medical 
community or the public about this risk? 

T hank you for your assistance with this request. The Committee deeply 
appreciates and applauds your commitment to protecting the health of women and all 
Americans. 



Committee on Energy and Commerce 
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THE SECRETARY (W HEALTH AND HUMAN SERVICES 

WA&HtMTCM, DX. >0201 


I 0 Hiijj 


The Honorable W J. (Billy) Taii 2 in 
Chairman 

Committee on Energy and Commerce 
House of Representatives 
Washington, D.C. 20515 

Dear Mr. Chairman: 

Thank you for your letter expressing concern about the progress the Centers for Disease Control 
and Prevention (CDC) and the Food and Drug Administration (FDA) have made in 
implementing the Breast and Cervical Cancer Treatment Act (Public Law 1 06-554), which 
addresses the prevention of human papillomavirus (HPV) infection and related cervical cancer. 

As required in the HPV legislation, the D^artment of Health and Human Services (HHS) 
directed CDC to prepare a draft progress report relative to the provisions contained within 
Public I-aw 1 06-554. The progress report is enclosed- The most complex provision of this 
legi.5lation is tlie requirement that CDC conduct sentinel surveillance to monitor trends in genital 
HPV infection. To comply with this provision, CDC designed a 3-ycar study involving 35 
clinics. "Hiese clinics must consecutively enroll at least 200 eligible women per year for 3 years 
to provide adequate sample size and ensure scientific rigor. Due to delays in IRB approval, 
clinics could not begin to enroll participants and initiate data collection until 2003. Once CDC 
completes the analysis of these data, it will issue a Final Report. 

Since the law’s enactment, CDC has advised me that it has implemented the following activities: 

• initiated sentinel surveillance activities in collaboration with six health departments 
throughout the country to determine the prevalence in various age groups and 
populations of specific types of HPV infection in the United States; 

• initiated collection of additional HPV prevalence and surveillance information in 
nationally representative population samples, using CDC's National Health and 
Nutrition Examination Survey (NHANES) that will provide specific infonnaiion on 
HFV- 1 6, one of the most common high-risk types of HPV associated with cervical 
cancer; 

• initiated several formative research activities to assess knowledge and attitudes of 
the public and HPV*infected individuals about HPV healthcarc-seeking and sexual 
behaviors and HPV information needs; 

• completed formative research to develop a provider survey that will assess 
knowledge, attitudes, and practices regarding HPV diagnoses and treatment and 
developed a draft provider survey and a sampling plan. A package describing the 
study is under development and will be submitted shortly to the Office of 
Management and Budget (0MB). The provider survey will assess perceptions, 
practice bamers, and facilitators regarding HPV risk assessment, testing, treatment, 
counseling, and partner services. 
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On December 2, 2002, CDC posted on its website a fact sheet entitled Male Latex Condoms and 
Sexually Transmitted Dbeases. The fact sheet is consistent with language provided in Public 
Law 106>554 to cont^n medically accurate information regarding the effectiveness or lack of 
effectiveness of condoms in preventing sexually transmitted diseases. CDC has also developed 
a set of disease-specific fact sheets that meet the same criteria. These individual fact sheets are 
currently in the clearance process, and will soon be distributed, and will also be available on 
CDC’s website. 

in rcqjonse to your concerns about the funding of Planned Parenthood of Southwest and Central 
Florida, CDC funded the University of South Florida (USF) and four other sites to conduct 
formative research on Uie psychological impact of HPV diagnosis on women. This research will 
yield information on knowledge and awareness of HPV, the psychosocial impact of an HPV 
diagnosis, and will guide the devclopmenl of counseling and educational messages for women 
with HPV. These sites were competitively selected and include the University of Oklahoma, the 
University of South Carolina, the Los Angeles County Department of Health Services, and the 
Washington State Department of Health, in addition to USF. Each of these research sites will 
collaborate with a number of clinical sites including primary care centers, public health clinics, 
women’s health centers, HIV care clinics, community health centers, family medicine clinics, 
university health centers, family planning clinics, Indian Health Service clinics, sexually 
iransmilted disease (STD) clinics, and a Veterans Administration women’s clinic. USF is the 
only research site with plans to recruit participants from Planned Parenthood clinics. Each of the 
sites involved in this study will contribute important data on women from various segments of 
the population. Ag gr egating data across the sites will provide a representative picture of the 
impact of HPV diagnosis and American women’s attitudes toward HPV. 

Although USF requested approximately $940,000 in fiscal year 2001 , CDC was only able to 
provide $295,1 61 to USF to conduct the first of three years of the formative research. In tlte 
second year (FY 2002), USF received $295,153, and in the third year (FY 2003) $430,195. The 
third- year funding represents an increase over the previous two years because USF was able to 
expand the smdy to include local STD and community clinics, thus increasing the valuable 
diversity in the study population. USF provided $25,000 per clinic to the two Planned 
Parenthood clinics during each year of the study, allowing the clinics to hire a recruiter for this 
study. The employee's job responsibilities are limited to study recruitment. The research 
conducted at USF has yielded laboratory testing of specimens obtained via Papanicolaou (Pap) 
smears from over 1,000 women. This screening yielded 52 women with HPV who were 
interviewed regarding the psychosocial impact of their HPV diagnosis. Information from these 
women has been used to develop a quantitative survey instrument, which is being pilot-tested in 
multiple geographic areas for use in the next phase of the HPV formative research. Both the 
qualitative interviews and the results from the quantitative survey will be used to develop 
educational messages for women who have high-risk HPV. 
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Due lo ihe short Hmeframe of the study and the number of women to be screened, CDC indicated 
it is necessary to collaborate with clinics where Pap smears arc routinely obtained from large 
numbers of women. Thus, USF continues to collaborate with its Student Health Center and 
Planned Parenthood of Southwest and Central Florida. In addition, in year three, USF will begin 
collaborating with other partners, including a local STD clinic and a local community clinic. 

We are enclosing a copy of the USF protocol. An Assessment of the Social. Emotional. Physical 
and Behavioral Impacts of an HPV-Related Diagnosis, for your information. 

In reference to efforts to evaluate whether CDC partners are complying with the requirement of 
Public Law 106-554 regarding the content of educational materials, CDC advises me that is has 
taken the following steps: 

• informed grantees, subgrantees, contractors, and a wide range of public health 
partners about the requirements of the law, especially those requirements regarding 
(he content of educational materials; 

• communicated the requirements of Public Law 106-554 tlirough conference calls 
with the National Coalition of STD Directors and the National Alliance of State and 
Territorial AIDS Directors. 

Should HHS become aware of any inconsistencies in the implementation of the requirements of 
Public Law 106-554 by any CDC grantee, we will have CDC notify the orgaitization and provide 
technical assistance and guidance to assist in correcting the information. 

Since the legislation was enacted, FDA has met with condom manufacturers and other parts of 
the public health service to identify relevant information on the effectiveness of condoms against 
STDs, including HPV infection. In that same timeframe, several new studies and reports on 
condom effectiveness have also become available. FDA is currently reviewing the relevant data 
and expects to complete that review this fall. If the agency’s review supports the need for a 
change in condom labeling, FDA will work with manufacturers to make appropriate changes. 
Moreover, if the FDA review supports it, changes in condom labeling will be proposed. 

CDC is aware of the International Agency for Research on Cancer’s (lARC) study mentioned 
in your letter. The agency has determined that the lARC findings oblained from research in 
selected developing countries arc not consistent with research carried out in the United States 
and do not warrant infoiming the American medical community or the public at large. The 
World Health Organization (WHO) has determined the lARC findings are not suHIcient to 
change current WHO guidelines. CDC will continue to carefully review the evidence and 
promptly respond to any new data that may indicate the need to modify current recommendations 
to the medic^ community or the American public. 



245 


L'Nl b\ 


Page 4 - The Honorable W.J. (Billy) Tauzin 


Please call roc if you have any further thoughts or questions. I look forw’ard to working with you 
on tins issue. 1 will also provide this response to Representative Joseph Pitts who co-signed your 
letter. 


Sincerely, 


Enclosures 




246 


JOANN DAVIS 


COMMITTEES: 

AHMED SERVICES 


INTERNATIONAL RELATIONS 


GOVERNMENT REFORM 
CKiiftwoMAN, Civil Service amo Aqencv 
REORGAWZATION SueCOMMITTEE 


Congress of tfie ®[nttcl) States 

Souse ot J&tnreSEutattbes 

■aslbinaton. ®C 20515-4601 

November 21, 2003 


H23 LONGWORIH House Opfice 0uh 
Washington, DC 20515 
Telermone: (202) 22S-42S1 


DlSniieT OFFICES. 

4904-B George Washington Memorial Hwv, 
Vorktown, VA 23092 


4500 Plank Road, Suite 105-A 
PreoeriCKSBurg, VA 22407 
(540) 548-1086 

1623 Tafpamannock SoulEvaro 
P.O. BOK 3106 
Tappamannock, VA 22560 
(804) 443-0668 


Ambassador Randall Tobias 

Office of the Globa! AIDS Coordinator 

Department of State 

2201 C Street, NW 

Suite 1 004 

Washington, D.C. 20520 
Dear Ambassador Tobias: 

Public Law 108-025 requires a report to be submitted to Congress that shall include “an 
analysis of the prevalence of human papilloma vims (HPV) in sub-Saharan Africa and the impact 
that condom usage has upon the spread of HPV in sub-Saharan Africa.” As the author of this 
provision-passed unanimously in the House International Relations Committee-I wanted to share 
my thoughts and expectations in regards to this important provision. 

Scientific studies have concluded that HPV is the cause of nearly all cervical cancer. 

HPV is also associated with more than one million precancerous lesions of varying severity. 
According to the National Cervical Cancer Coalition, cervical cancer rates are highest in sub- 
Saharan Africa and Central America. Eighty percent of the world's cervical cancer cases, in fact, 
are in Africa, Asia and South America. Each year about 470,000 new cases are reported, with 
about 225,000 deaths occurring as a result of cervical cancer. In sub-Saharan Africa, cervical 
cancer is the leading cancer death in women. Many of those infected with HPV are co-infected 
with HIV. 

While the focus of P.L. 108-025 is treating and preventing HIV/AIDS, tuberculosis and 
malaria, HPV poses a significant health threat to millions around the world, most of whom are 
women. It is vitally important that our efforts to curb and treat HIV do not ignore those affected 
by HPV and do not have the unintended consequence of facilitating the spread of HPV to 
unsuspecting victims. 

Many of the women in the countries that are to be assisted by the President’s global AIDS 
initiative have little access to health care services that are vitally important to women’s health, 
including regular Pap testing and treatment for HPV-related abnormalities. It is essential, 
therefore, that women in these nations be given medically accurate information that allows them 
to protect themselves against HPV infection and cervical cancer. 

Studies have concluded that condoms do not provide effective protection to prevent HPV 
infection. A June 2000 workshop co-sponsored by the U.S. Agency for Internationa! 
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Tobias, Randal 
November 21, 2003 
Page 2 

Development, Food and Drug Administration, Centers for Disease Control and Prevention, and 
National Institutes for Health was held to evaluate die published evidence on latex condoms in 
regards to their effectiveness against preventing STDs. “For HPV, the Panel concluded that there 
was no evidence that condom use reduced the risk of HPV infection.” In a 1999 statement to 
Congress, Dr. Richard D. Klausner, then-Director of the National Cancer Institute (NCI), stated 
that “condoms are ineffective against HPV.” Dr. Douglas Lowy, Deputy Director of NCI’s 
Division of Basic Sciences, explained that “the NCI conclusion that condoms are ineffective 
against HPV infection is based on the results of ^veral long term studies that have failed to show 
that barrier contraceptives prevent cervical HPV infection, dysplasia, or cancer.” 

To date, global HIV prevention efforts have focused almost exclusively on condom 
promotion. The reliance on the promotion of condoms ignores the scientific fact that condoms 
do not prevent transmission of HPV and thereby help facilitate the spread of the virus among 
those who mistakenly believe condoms are protective. HIV does not exist in a vacuum and it is 
unfair to continue to ignore the unique threats posed, especially to women and girls, by HPV. 

As the U.S. undertakes the global HIV prevention and AIDS treatment initiative, we must 
monitor the impact our efforts have upon die spread of HPV to ensure we are not unintentionally 
harming the health of women we are intending to help by contributing to the spread of HPV. It 
would be a cruel and tragic irony if our efforts to alleviate the suffering from AIDS resulted in 
increased deaths from cervical cancer. 

The intent of the HPV study mandated by P.L. 108-025 is, therefore, to gain a better 
understanding of the size, scope and impact of the HPV epidemic in the sub-Saharan Africa to 
ensure that social marketing and promotion of condoms does not contribute to the spread of 
HPV. 


I would expect that a number of studies would be necessary to complete this directive. 

First, HPV prevalence testing would be necessary from a cross section of ages and 
populations including girls, married women, pregnant women and prostitutes in each of the 
countries studied. Prevalence studies should also determine risk factors for infection including 
number of primary and secondary sexual partners, age of sexual debut, condom use, and 
commercial sex work. Perhaps this research could be conducted with ongoing HIV prevalence 
studies to streamline efforts. The subjects of these tests should consent to testing, be notified of 
positive or abnormal test results and be referred to treatment, if necessary. 

For the second part of this directive regarding condom use and HPV rates, I would also 
expect a number of studies to be conducted. One should examine whether those with abnormal 
Pap test or diagnosed with HPV used condoms. Another should be a long term study to examine 
the correlation between condom promotion and availability and HPV rates. A study of condom 
users over a period of time would be the most useful to determine whether these subjects become 
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Tobias, Randal 
November 21, 2003 
Page 3 

infected with HPV as well as other STDs including HIV and chlamydia. 

These studies should not be limited to female subjects, as HPV has also been connected 
with other forms of cancer, affecting both men and women. 

I would suggest consulting with the Medical Institute for Sexual Health and the Institute 
for Youth Development on this research. Additional funding for the studies could be provided 
by the National Institutes of Health. 

Because invasive cervical cancCT with HTV infection is one clinical case definition for 
ADDS, I strongly encourage the Administration to include HPV testing, Pap testing and treatment 
for HPV related conditions as components of the Administration’s global ADDS initiative. I 
would also encourage the Administration to require that all U.S. funded condom promotion 
efforts require those distributing condoms provide medically accurate information to the 
recipients that condom can not effectively prevent HPV infection. 

Con^atulations on >^ur selection and confirmation as the first Global AIDS Coordinator. 
My thoughts and prayers will be with you and the President as you undertake this great mission. 
Please do not hesitate to contact me or Melissa Smith in my office at 202-225-4261 if I can be of 
any assistance. 

With kind regards, I remain 
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BERNARD SANDERS. VERMONT. 
INDEPENDENT 


March 4, 2004 


Ambassador Randall L. Tobias 
U.S. Global AIDS Coordinator 
Department of State 
2201 C Street, NW 
Suite 1004 

Washington, DC 20520 
Dear Ambassador Tobias: 

Thank you for your leadership implementing the President’s global HIV/AIDS 
initiative. 

“The President’s Emergency Plan for AIDS Relief: U.S. Five Year Global 
HIV/AIDS Strategy” recently delivered to Congress provides a well considered blue print 
for addressing the HIV/AIDS pandemic and represents the single largest humanitarian 
effort focused on a specific disease by any nation in history. I look forward to working 
with you to ensure the success of this noble endeavor in both preventing the further 
spread of HIV and providing care to those who are impacted by the disease. 

While the focus of Public Law 108*25, which authorized the President’s global 
AIDS initiative, is treating and preventing HIV/AIDS, tuberculosis and malaria, it also 
addresses another serious infectious disease, human papillomavirus (HPV). HPV poses a 
significant health threat to millions of women around the world because it is the cause of 
nearly all cervical cancers. It is vitally important that in our efforts to curb and treat HIV, 
we do not ignore those affected by HPV. 

According to the National Cervical Cancer Coalition, cervical cancer rates are 
highest in sub-Saharan Africa and Central America. Eighty percent of the world's 
cervical cancer cases, in fact, are in Africa, Asia and South America. Each year about 
470,000 new cases are reported, with about 225,000 deaths occurring as a result of 
cervical cancer. In sub-Saharan Africa, cervical cancer is the leading cancer death among 
women. Many of those infected with HPV are co-infected with HIV . 
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Because of the importance of properly addressing HPV, I want to bring to your 
attention an error contained w'ithin “The President’s Emergency Plan for ADDS Relief; 
U.S. Five Year Global HIV/AIDS Strategy.” On page 80 of the document in “Appendix 
B: Human Papilloma Virus in sub-Saharan Africa and the Impact of Condom Use on Its 
Spread,” the report states “correct and consistent use of condoms can be expected to 
decrease (though not eliminate) the risk of transmitting HPV.” The source cited for this 
claim is ‘“Workshop Summary: Scientific Evidence on Condom Effectiveness for 
Sexually Transmitted Disease (STD) Prevention,’ the National Institute of Allergy and 
Infectious Diseases (NIAID), June 12-13, 20(X).” A closer read of this NIAID workshop 
stales “For HPV, the Panel concluded that there was no epidemiological evidence that 
condom use reduced the risk of HPV infection.” This finding can be found on page ii of 
the document’s “Executive Summary.” On page 26 of the report, it re-iterates that 
“There was no evidence that condom use reduced the risk of HPV infection.” 

This conclusion of NIAID echoes the assessments reached by the National Cancer 
Institute (NCI), the American Cancer Society, the Centers for Disease Control and 
Prevention (CDC), and a published meta-analysis of the best data published over the past 
two decades. 

In a letter to the U.S. House Commerce Committee dated February 19, 1999, NCI 
director Dr. Richard D. Klausner stated “Condoms are ineffective against HPV because 
the virus is prevalent not only in the mucosal tissue (genitalia) but also on dry skin of the 
surrounding abdomen and groin, and it can migrate from those areas into the vagina and 
the cervix. Additional research efforts by NCI on the effectiveness of condoms in 
preventing HPV transmission are not warranted.” In a separate letter to the U.S. House 
Commerce Committee dated April 8, ! 999, Dr. Douglas Lowy, NCI Deputy Director of 
Basic sciences, stated “The NCI conclusion that condoms are ineffective against HPV 
infection is based on the results of several long term studies that have failed to show that 
barrier contraceptives prevent cervical HPV infection, dysplasia, or cancer.” 

The American Cancer Society’s “Detailed Guide: Cervical Cancer” dated October 
21, 2003 states “Recent studies show that condoms (‘rubbers’) do not protect well against 
HPV infection. This is because HPV can be passed from person to person by skin-to-skin 
contact with any HPV-infected area of the body, such as skin of the genital or anal area 
not covered by the condom. The absence of visible warts cannot be used to decide 
whether caution is needed, because HPV can be passed to another person even when 
there are no visible warts or other symptoms.” 

In November 2002, a meta-analysis of “the best available data describing the 
relationship between condoms and HPV-relaled conditions” from the previous two 
decades was published in the journal Sexually Transmitted Diseases. The meta-analysis 
concluded: “There was no consistent evidence of a protective effect of condom use on 
HPV DNA detection, and in some studies, condom use was associated with a slightly 
increased risk for these lesions. . . . Complete protection from genital HPV infection may 
be impossible because infections may occur at ... sites not covered by the condom." 
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On January 30, 2004, the CDC released “Report to Congress: Prevention of 
Human Papillomavirus infection” that found “the available scientific evidence is not 
sufficient to recommend condoms as a primary prevention strategy for the prevention of 
genital HPV infection.” 

The findings of the CDC, NIAID, NCI, American Cancer Society and the most 
comprehensive meta-analysis of published scientific data contradict the statement on 
page 80 published in “The President’s Emergency Plan for AIDS Relief: U.S. Five Year 
Global HIV/AIDS Strategy ” 

The United States Leademhip Against HIV/AIDS, Tuberculosis, and Malaria 
Act of 2003, Public Law 108-25, requires “an analysis of the prevalence of Human 
Papilloma Virus (HPV) in sub-Saharan Africa and the impact that condom usage has 
upon the spread of HPV in sub-Saharan Africa.” I, therefore, request a correction to this 
document and an updated analysis to reflect the available science on HPV. 

The “U.S. Five Year Global HIV/AIDS Strategy” also states “additional HPV 
epidemiological research in developing countries is needed to develop more effective 
HPV and cervical cancer prevention strategies.” 

I welcome efforts to conduct additional research on HPV and expanding access to 
HPV/cervical testing and treatment in developing countries. It is, however, unnecessary 
to develop a new strategy on HPV prevention as the CDC “Report to Congress: 
Prevention of Human Papillomavirus Infection” took three years to research and develop. 

The CDC HPV prevention strategy states, “Because genital HPV infection is most 
common in men and women who have had multiple sex partners, abstaining from sexual 
activity (i.e. refraining from any genital contact with another individual) is the surest way 
to prevent infection. For those who choose to be sexually active, a monogamous 
relationship with an uninfected partner is the strategy most likely to prevent future genital 
HPV infections. For those who choose to be sexually active but who are not in a 
monogamous relationship, reducing the number of sexual partners and choosing a partner 
less likely to be infected may reduce the risk of genital HPV infection.” 

The CDC’s HPV prevention recommendations are fully consistent with the 
President’s HIV prevention strategy that emphasizes abstinence and being faithful. These 
recommendations, therefore, could be incoiporated into global HIV prevention programs. 
This is particularly important for women in countries with little access to important 
health care services, such as regular Pap testing and treatment for HPV-related 
abnormalities. It is essential for these women to be given medically accurate information 
that empowers them to protect themselves against HPV infection and cervical cancer. 

HIV, after all, does not exist in a vacuum and it is unfair to ignore the unique 
threats posed, especially to women and girls, by HPV. 
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The Subcommittee will hold a hearing on HPV March 11.1 would invite your 
staff to attend to learn more, along with me, about HPV. 

Thank you again for your leadership. I look forward to working with you on this 
important endeavor. 


Sincerely, 


Mark E. Sbuder 
Chairman 

Subcommittee on Criminal Justice, 
Drug Policy and Human Resources 
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3. Federal HPV Prevention Law 
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The HPV Provisions of Public Law 106-554 

The Consolidated Appropriations Act of 2001 was approved by Congress 
on December 15, 2000 and was signed by President Clinton on December 
21, 2000, becoming Public Law 106-554. The following are the provisions 
relating to HPV education and prevention contained within this law: 


Sec. 516. (a) Human Papillomavirus.-Part B of title III of the 
Public Health Services Act (42 U.S.C. 243 et seq.) is amended by 
inserting before section 318 the following section: 

"human papillomavirus 
"Sec. 31 7P. (a) Surveillance.- 

"(1) In general.~The Secretary, acting through the Centers 
for Disease Control and Prevention, shall- 

"(A) enter into cooperative agreements with States 
and other entities to conduct sentinel surveillance or 
other special studies that would determine the 
prevalence in various age groups and populations of 
specific types of human papillomavirus (referred to in 
this section as 'HPV') in different sites in various 
regions of the United States, through coliection of 
special specimens for HPV using a variety of laboratory- 
based testing and diagnostic tools; and 

"(B) develop and analyze data from the HPV sentinel 
surveillance system described in subparagraph (A). 

"(2) Report. -The Secretary shall make a progress report to 
the Congress with respect to paragraph (1 ) no later than 1 year 
after the effective date of this section. 

"(b) Prevention Activities; Education Program. - 

"(1) In general.-The Secretary, acting through the Centers 
for Disease Control and Prevention, shall conduct prevention 
research on HPV, including- 

"(A) behavioral and other research on the impact of 
HPV-related diagnosis on individuals; 
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"(B) formative research to assist with the 
development of educational messages and information for 
the public, for patients, and for their partners about 
HPV; 

"(C) surveys of physician and public knowledge, 
attitudes, and practices about genital HPV infection; 
and 

"(D) upon the completion of and based on the 
findings under subparagraphs (A) through (C), develop 
and disseminate educational materials for the public and 
health care providers regarding HPV and its impact and 
prevention. 

"(2) Report; final proposal.-The Secretary shall make a 
progress report to the Congress with respect to paragraph (1) 
not later than 1 year after the effective date of this section, 
and shall develop a final report not later than 3 years after 
such effective date, including a detailed summary of the 
significant findings and problems and the best strategies to 
prevent future infections, based on available science. 

"(c) HPV Education and Prevention.- 

'■(1) In general.--The Secretary shall prepare and 
distribute educational materials for health care providers and 
the public that include information on HPV. Such materials shall 
address- 

"(A) modes of transmission; 

"(B) consequences of infection, including the link 
between HPV and cervical cancer; 

"(C) the available scientific evidence on the 
effectiveness or lack of effectiveness of condoms in 
preventing infection with HPV; and 

"(D) the importance of regular Pap smears, and 
other diagnostics for early intervention and prevention 
of cervical cancer purposes in preventing cervical 
cancer. 

"(2) Medically accurate information.-Educational material 
under paragraph (1 ), and ail other relevant educational and 
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prevention materials prepared and printed from this date forward 
for the public and health care providers by the Secretary 
{including materials prepared through the Food and Drug 
Administration, the Centers for Disease Control and Prevention, 
and the Health Resources and Services Administration), or by 
contractors, grantees, or subgrantees thereof, that are 
specifically designed to address STDs including HPV shall 
contain medically accurate information regarding the 
effectiveness or lack of effectiveness of condoms in preventing 
the STD the materials are designed to address. Such requirement 
only applies to materials mass produced for the public and 
health care providers, and not to routine communications.". 

(b) labeling of condoms.--The Secretary of Health and Human Services 
shall reexamine existing condom labels that are authorized pursuant to 
the Federal Food, Drug, and Cosmetic Act to determine whether the labels 
are medically accurate regarding the overall effectiveness or lack of 
effectiveness of condoms in preventing sexually transmitted diseases, 
including HPV. 
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Status of HPV-related Provisions of Public Law 106-554 


Public Law 106-554 Provision 

Status 

CDC directed to conduct HPV 
prevalence and prevention research 

Ongoing; Final reports expected in 
early 2005. 

CDC to deliver progress report to 
Congress by December 21 , 2001 

Delivered September 12, 2003, nearly 
three years late. 

CDC to develop and disseminate 
educational materials on HPV and its 
prevention for the public and health 
care providers 

CDC estimates that educational 
materials for the public will be 
completed in December 2004 and 
those for health care providers will be 
completed in May 2005. 

CDC to issue recommendations of the 
best strategies to prevent HPV 
infection by December 21, 2003. 

Delivered January 30, 2004. 

All educational materials on STDs, 

HPV and condoms prepared by federal 
agencies and their partners must 
provide medically accurate information 
including the lack of effectiveness of 
condoms in preventing infection 

On July 5, 2001 , CDC issued 
inaccurate claims about condom 
effectiveness against HPV infection 
based upon a theoretical and unproven 
hypothesis, inconsistent with both the 
law and scientific data; Websites and 
other educational materials by 
government agencies and government 
partners continue to omit these 
requirements. 

Condom labels to be reviewed and 
rewritten by FDA to ensure that such 
labels are medically accurate and 
reflect the effectiveness or lack of 
effectiveness in preventing HPV and 
other STDs. 

Incomplete. 
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4. HPV Facts 



259 


HPV Fact Sheet 


What is HPV? 

There are more than 100 different strains of HPV, or human papillomavirus, and over 30 
of those strains are transmitted through sex. HPV infection is recognized as the primary 
cause of cervical cancer. The virus is present in 99.7 percent of all cervical cancers 
according to a study published in the Journal of Pathology. HPV is also associated with 
more than one million pre-cancerous lesions, oral cancer, cancer of the vagina, penis, 
anus, head and neck, as well as genital warts. In addition, HPV has been detected in 
some prostate tumors. An infected mother may transmit HPV to her newborn with 
affected children facing prolonged, difficult treatment for respiratory papillomatosis. 
Genital warts have been reported in children, although such lesions are rare. 


How widespread is HPV and cervical cancer? 

In 2001, cervical cancer was estimated to be the 12’’' most commonly new diagnosed 
cancer among women in the U.S. About 24 million Americans are currently infected 
with HPV according to the National Cancer Institute and an estimated 5.5 million 
Americans become infected with HPV every year. On March 8, 2004, researchers from 
the Colorado Health Sciences Center reported that more than 30 percent of women in a 
recent study were found to be infected with a strain of HPV linked to cervical and anal 
cancer. In comparison, 18.7 percent of men carried HPV-16, one of 10 high-risk strains 
of the virus. 

While not everyone infected with HPV will develop cervical cancer, an estimated 13,000 
new cases of invasive cervical cancer are diagnosed annually in the United States and 
over 4,000 women die of the disease every year. According to the American Cancer 
Society, non-invasive cervical cancer may be 4 times as widespread as the invasive type. 
By comparison, nearly the same number of women die annually in the U.S. as a result of 
HIV/AIDS as cervical cancer. In addition, over 1,350,000 women will have invasive 
procedures each year just to assess the status of their abnormal pap smears secondary to 
HPV. 

HPV infection accounts for over half of all the new sexually transmitted diseases that 
occur every year among young Americans aged 1 5- 24 according to a study published in 
the January/February 2004 edition of Allan Guttmacher Institute's Perspectives on 
Sexual and Reproductive Health. Of the 9.1 million new STDs acquired by this age 
group in 2000, HPV accounted for 4.6 million. In comparison, HIV accounted for 
15,000. 
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The rate of cervical cancer cases in Afiican- American women (11.4 per 1 ,000) is higher 
than the rate in white women (7.1 per 1,000), and African-American women are about 33 
percent more likely to die from it. 


Do condoms prevent the transmission of HPV? 

No. Studies have repeatedly concluded that condoms do not provide effective protection 
against HPV infection. 

In January 2004, the CDC issued a report to Congress entitled, “Prevention of Genital 
Human Papillomavirus.” The report found: 

“Because genital HPV infection is most common in men and women who have 
had multiple sex partners, abstaining from sexual activity (i.e. refraining from any 
genital contact with another individual) is the surest way to prevent infection. For 
those who choose to be sexually active, a monogamous relationship with an 
uninfected partner is the strategy most likely to prevent future genital HPV 
infections. For those who choose to be sexually active but who are not in a 
monogamous relationship, reducing the number of sexual partners and choosing a 
partner less likely to be infected may reduce the risk of genital HPV infection. . . . 

“The available scientific evidence is not sufficient to recommend condoms as a 
primary prevention strategy for the prevention of genital HPV infection.” 

The CDC’s findings echo the scientific consensus, including that of a 2001 report entitled 
“Scientific Evidence on Condom Effectiveness for Sexually Transmitted Disease (STD) 
Prevention” prepared by the National Institute of Allergy and Infectious Diseases of the 
National Institutes of Health in consultation with the FDA, the Centers for Disease 
Control and Prevention and the U.S. Agency for International Development which 
evaluated the published data on latex condoms and STD prevention and “concluded that 
there was no evidence that condom use reduced the risk of HPV infection.” 

In a February 19, 1999 letter to the House Commerce Committee, Dr. Richard D. 
Klausner, then-Director of the National Cancer Institute (NCI), stated that “condoms are 
ineffective against HPV.” The science in this regard is so clear that Dr. Klausner 
concluded “additional research efforts by NCI on the effectiveness of condoms in 
preventing HPV transmission are not warranted.” 

According to the American Cancer Society, “research shows that condoms cannot protect 
against infection with HPV. This is because HPV can be passed from person to person 
with any skin-to-skin contact with any HPV-infected area of the body, such as skin of the 
genital or anal area not covered by the condom. The absence of visible warts cannot be 
used to decide whether caution is warranted, since HPV can be passed on to another 
person even when there are no visible warts or other symptoms. HPV can be present for 
years with no symptoms.” 
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Furthermore, risk factors for HPV infection include early sexual debut, multiple sexual 
partners, and partners with multiple sexual partners. Those who are misled into 
believing condoms will protect them against HPV infection may, as a result, engage in 
these behaviors that increase their risk for HPV infection and cervical cancer. 


The CDC has stated “there is evidenee that indicates that the use of condoms may 
reduce the risk of cervical cancer.” How can this be true if condoms do not prevent 
infection with the virus that causes cervical cancer? 

The CDC statement that condoms “may” reduce the risk of cervical cancer is 
inconclusive at best and contradicted by most scientific studies. The January 2003 CDC 
report entitled “Prevention of Genital Human Papillomavirus Infection” finds only “three 
studies on genital HPV infection and condom use showed a protective effect, but most 
studies on genital HPV infection and condom use did not show a protective effect” 
(emphasis added). 

The National Cancer Institute has refuted this CDC claim. Dr. Douglas Lowy, Deputy 
Director of NCI’s Division of Basic Sciences, explained that “the NCI conclusion that 
condoms are ineffective against HPV infection is based on the results of several long 
term studies that have failed to show that barrier contraceptives prevent cervical HPV 
infection, dysplasia, or cancer” in an April 8, 1999 letter to Congressman Michael 
Bilirakis, Chairman of the Commerce Committee’s Subcommittee on Health and the 
Environment. 

Absence of cervical cancer does not mean that a woman with HPV will not require 
treatment. Many women who are infected with HPV, but do not yet have cervical cancer, 
will require invasive treatment for pre-cancerous lesions. Over 1,350,000 women will 
have invasive procedures each year just to assess the status of their abnormal pap smears 
secondary to HPV. Many of these will be at increased risk for infertility, premature 
delivery or other HPV-related conditions. 

Furthermore both men and women infected with HPV but without cancer can still spread 
the virus to others who may develop cancer. 


Aren’t regular Pap tests and treatment sufficient to prevent HPV infection from 
threatening women’s health? 

Regular Pap screening or HPV DNA testing for women are both extremely important to 
diagnose, monitor and, if necessary, treat HPV infection and related precancers and 
cancerous conditions of the cervix. However, similar screening tests do not exist for 
many of the other conditions caused by HPV infection. Likewise, there is no test to 
identify HPV infection in men. 
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And while treatment can prevent the progression of cervical disease or death from 
cervical cancer, treatment does not eradicate HPV or prevent it from causing future health 
problems. Furthermore, treatment can often be invasive, unpleasant, and costly and not 
preclude the necessity for additional treatments. 

Cervical cancer is treated using surgery, radiation and chemotherapy; sometimes two or 
more methods are used. The most common types of surgery include cryosurgery, laser 
surgery, cone biopsy, simple hysterectomy, radical hysterectomy and pelvis lymph node 
dissection, and pelvic exenteration. Radiation therapy may involve external radiation or 
internal radiation (radioactive materials implanted in the tumor). 

Treatment for cervical dysplasia — a premalignant or precancerous change in the cells of 
the cervix that may progress to cancer — include surgery, cone biopsy, cryosurgery, laser 
surgery, and electrosurgery. 

The direct medical cost of treating a patient with cervical cancer is $9,200 to $13,360, 
while surgery to remove a precancerous lesion is $1,100 to $4,360. The financial burden 
of HPV in the U.S. has been estimated to range from $1.6 billion to $6 billion annually, 
making HPV one of the most costly sexually transmitted diseases after HIV/AIDS, 
according to a December 1999 CDC report 

Screening and treatment are the key strategies for disease management but the best 
protection against cervical cancer and HPV related diseases remains prevention of HPV 
infection. 


Doesn’t HPV infection usually resolve itself and, therefore, not pose a significant 
health problem? 

It is true that most women with HPV infection do not develop cervical cancer and the 
body’s own immune system usually eradicates the virus. However, tens of thousands of 
those who do become infected must be treated every year for HPV-related health 
conditions and over 4,000 women die annually from cervical cancer. HPV infection 
cannot be “cured” medically. No HPV vaccine currently exists, and even if the body 
clears HPV naturally, infection can be re-established over and over again if there is 
repeated exposure. 


Why have so few Americans ever heard of this pervasive disease that kills thousands 
of women every year? 

Despite the fact that HPV is the most common sexually transmitted disease in the United 
States and the second most costly, over three-fourths of respondents in a recent poll have 
never heard of HPV. 
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The CDC, the federal agency charged with disease prevention, currently provides no 
guidance to states on how to curtail the spread of HPV and insufficient leadership to 
health care providers on how to counsel or even recognize those infected. 

Public Law 106-554, passed by Congress and signed by President Clinton in 2000, 
directed CDC to issue a report not later than December 21, 2003 detailing the “best 
strategies to prevent future [HPV] infections, based on the available science.” In January 
2004, the CDC issued a report to Congress entitled, “Prevention of Genital Human 
Papillomavirus.” The report found: 

“Because genital HPV infection is most common in men and women who have 
had multiple sex partners, abstaining from sexual activity (i.e. refraining from any 
genital contact with another individual) is the surest way to prevent infection. For 
those who choose to be sexually active, a monogamous relationship with an 
uninfected partner is the strategy most likely to prevent future genital HPV 
infections. For those who choose to be sexually active but who are not in a 
monogamous relationship, reducing the number of sexual partners and choosing a 
partner less likely to be infected may reduce the risk of genital HPV infection. . . . 
The available scientific evidence is not sufficient to recommend condoms as a 
primary prevention strategy for the prevention of genital HPV infection.” 

Public Law 106-554 also directs the FDA to “reexamine existing condoms labels... to 
determine whether the labels are medically accurate regarding the overall effectiveness or 
lack of effectiveness in preventing sexually transmitted diseases, including HPV.” In the 
three years since the enactment of this law, FDA has not acted to make condom 
manufacturers comply with this statutory requirement. 


The American College of Obstetricians and Gynecologists (ACOG) has claimed that 
educating the public that condoms do not protect against HPV infection “will simply 
increase the likelihood that people will fail to use condoms, and put men and women 
at unnecessary risk.” Is this true? 

By this same logic, it is then also possible that by inaccurately claiming condoms do 
prevent cervical cancer, at risk women will develop a false sense of security and be less 
likely to receive cervical cancer screening or treatment. 

There is, however, no evidence to substantiate the claim that providing medically 
accurate information will reduce condom use. A June 13, 2000 letter from the LF.S. 
Consumer Product Safety Commission to the Congressional Research Service stated that 
“based on our data compiled over more than 25 years and the experience of our staff, 
there is no scientific or anecdotal evidence” that indicates that requiring informational 
labels on products “actually contributed to decreased use of such products.” 


Updated March 1 0, 2004 
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5. Congressional Research Service 
Memorandum on HPV 
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Memorandum 


November 17, 2003 


TO: House Subcommittee on Criminal Justice, Drug Policy and Human 

Resources 

Attention: Roland Foster 


FROM: Judith A. Johnson 

Specialist in Life Sciences 
Domestic Social Policy Division 

SUBJECT: Human Papillomavirus 


In order to provide the information you requested on human papillomavirus (HPV), I 
contacted the following four organizations: the Centers for Disease Control and Prevention 
(CDC), the National Institutes of Health (NIH), the American College of Obstetricians and 
Gynecologists (ACOG), and the Partnership for Prevention. Copies of the responses I 
received from CDC and the Partnership for Prevention are attached; NIH replied that they 
do not have the type of information you are seeking (copy of email response is attached). 
ACOG has not yet responded. I also looked at reports on the Kaiser Family Foundation 
website on the topic of HPV and Sexually Transmitted Diseases prepared by Kaiser and the 
American Social Health Association. Copies of these reports are also attached. In response 
to your request, I am providing below a consolidation of the information obtained on HPV, 
primarily from CDC, on the overall size, cost, and impact of HPV in the United States. Most 
of the information was taken verbatim from CDC documents. 

1. The overall prevalence and incidence of HPV in the United States. 

According to information provided on the CDC website, an estimated 20 million 
Americans are currently infected with HPV (prevalence) and an estimated 5.5 million 
Americans become infected with HPV each year (incidence).' An estimated 75% of the 
reproductive age population has been infected with sexually transmitted HPV and an 
estimated 15% of Americans ages 15 to 49 are currently infected. A U.S. study published 
in 1998 found that an average of 14% of female college students became infected with 
genital HPV each year. About 43% of the women in the 1998 study were infected with HPV 


' All statistics in this Section 1 were found in the following document: Tracking the Hidden 
Epidemics 2000 - Trends in STDs in the United States: A Closer Look at HPV Infection. See: 
[http://www.cdc.gov/nchstp/od/news/RevBrochurelpdfcloselookhpv.htm]. 


Congressional Research Service Washington, D.C. 20540-7000 
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CRi>-: 

during the 3-year study period. Although less data are available on HPV among men, levels 
of current infection in men appear to be similar to those in women. 

HQV-positi ve individuals have a higher prevalence of HPV infection and precancerous 
lesions on the cervix and anus than HIV-negative individuals. A San Francisco study of gay 
and bisexual men found that 60% of HIV-negative men had HPV and almost all 
HIV-positive men with severely compromised immune systems were infected with HPV. 
Similarly, a six-city study among high risk and HIV-infected women found that 26% of 
HIV-negative women were infected with HPV but 70% of HIV-positive women with 
severely comprised immune systems were infected with HPV. 

2. A detailed description of all HPV-related medical conditions and how each is 
treated. 

Of the more than 100 HPV viruses that have been identified, about 30 can infect the 
genital area and are spread (almost always) through sexual contact.^ Some are considered 
"high-risk" types and may cause abnormal Pap smears and cancer of the cervix, anus, and 
penis. Others are "low-risk," and they may cause mild Pap smear abnormalities and genital 
warts. However, most HPV infections are subclinical: they have no signs or symptoms. 
Therefore, most infected persons are completely unaware they are infected and can transmit 
the virus to a sex partner. Genital warts are extremely common and can appear within 
several weeks, several months or even years after sexual contact with an infected person. 
Therefore, it is often difficult for patients to determine when they became infected and which 
sexual partner was the source of the infection. 

Visible genital warts can be removed, but no treatment is better than another and no 
single treatment is ideal for all cases. In most patients treatment can induce wart-free 
periods. If left untreated, visible genital warts may resolve on their own, remain unchanged, 
or increase in size or number. Determining whether treatment of genital wans will reduce 
transmission is difficult because laboratory markers of infectivity have not been established 
and because some clinical studies have found HPV DNA in genital tissue following 
treatment. Currently available therapies for genital warts may reduce, but probably do not 
eradicate, infectivity. Whether the reduction in viral DNA that results from current treatment 
regimens impacts future transmission remains unclear. The natural history of genital warts 
is generally benign; the types of HPV that usually cause external genital warts are not 
associated with cancer. No evidence indicates that either the presence of genital warts or 
their treatment is associated with the development of cervical cancer.^ Recurrence of genital 
warts within the first several months after treatment is common and usually indicates 
recurrence rather than reinfection. 

Treatment of external genital warts can either be administered in the doctor’s office 
(cryotherapy, surgical removal, electrocautery, laser surgery, podophyllin resin, 
trichloroacetic acid, bichloroacetic acid, interferon injection) or applied at home by the 


^ Genital HPV Infection. See: [http://www.cdc.gov/nchstp/dstd/Fact_Sheets/FactsHPV.htm]. 

^ Visible genital warts usually are caused by HPV types 6 or 1 1. Other HPV types that cause flat, 
nearly invisible abnormal growths (as compared with types 6 and 1 1) in the anogenital region (e.g., 
types 16, 18, 31, 33, 35, 39, 45, 51, 52, 56, 58, 59, 68, and 69) have been strongly associated with 
cancer in both men and women. See: [http://cis.nci.nih.gov/fact/3_20.htm]. 
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patient (podofilox cream, imiquimod cream). Treatment of inlema) genital warts (cervix, 
vagina, urinary tract, anus, rectum, mouth) usually occurs in the doctor’s office.’* 

Subclinical HPV infection is even more common than genital warts and there is 
currently no treatment available. Most HPV infections appear to be temporary and are 
probably cleared up by the body’s immune system. One 1998 study in college students 
showed that in 91% of women with new HPV infections, HPV became undetectable within 
2 years.^ However, reactivation or reinfection with HPV is always possible. 

The single most important risk factor for cervical cancer-regardless of whether warts 
are present or not-is persistent cervical infection with certain types of HPV. HPV type 16 
accounts for more than 50% of cervical cancers and high-grade dysplasia (abnormal cell 
growth), and HPV 16 along with types 18, 31, and 45 account for aljout 80% of cervical 
cancers.® Regular screening with a cervical Pap test is an effective low cost screening test 
for the prevention of invasive cervical cancer.** Cervical cancer is treated using surgery, 
radiation and chemotherapy; sometimes two or more methods are used. The most common 
types of surgery include cryosurgery, laser surgery, cone biopsy, simple hysterectomy, radical 
hysterectomy and pelvic lymph node dissection, and pelvic exenteration (radical 
hysterectomy and bladder, vagina, rectum, and part of colon may be removed as well). 
Radiation therapy may involve external radiation or interna! radiation (radioactive materials 
implanted in the tumor). Chemotherapy uses drugs to stop the growth of cancer cells, either 
by killing the cells or by stopping the cells from dividing. When taken by mouth or injected 
into a vein or muscle, the drugs enter the bloodstream and can reach cancer cells throughout 
the body. The type and stage of the cervical cancer being treated determines which 
chemotherapy drug is used and the method of administration.® 

Cervical dysplasia is a premalignant or precancerous change in the cells of the cervix 
which may progress to cancer without treatment. Mild dysplasia (also called low-grade 
squamous intraepithelial lesions or low-grade SILs) is a common condition, especially in 
young women, and a majority of cases return to normal over several months to a few years. 
Sometimes, mild dysplasia can progress to moderate or severe dysplasia, also called 
high-grade SILs. High-grade SILs are not cancer, but they may eventually lead to cancer and 
are treated by a doctor when they are detected. Treatments for cervical dysplasia include 
surgery, cone biopsy, cryosurgery, laser surgery, and electrosurgery.® 


■* For more detailed information, see: Sexually Transmitted Diseases Treatment Guidelines 2002- 
Human Papillomavirus Infection at [http://www.cdc.gov/std/treatment/6-2002TG.htm] 

® The polymerase chain reaction (PCR) and another technique (Southern blot hybridization) were 
used to detect HPV in cell samples from the cervix and vagina. Gloria Y. F. Ho, et al.. Natural 
History of Cervicovaginal Papillomavirus Infection in Y oung Women, The New England Journal 
of Medicine, vol. 338, Feb. 12, 1998, pp. 423-428. 

®Ibid. 

* For more detailed information, see: Cervical Cancer and Pap Test Information at 
[http://www.cdc.gov/cancer/nbccedp/info-cc.htm] 

* More detailed information on cervical cancer treatment can be found at 
[http://www.nci.nih.gov/cancerinfo/pdq/treatment/cervical/patient/] for patients, and 
[http://www.nci.nih.gov/cancerinfo/pdq/treatment/cervical/healthprofessional] for physicians. 

® Guidelines for the treatment of cervical dysplasia can be found at : 


(continued...) 
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3. The overall annual cost fortesting and treatment of HPV-related medical conditions. 

In the United States, HPV is associated with about 80% of the 12,000 cases and 4,100 
deaths due to cervical cancer each year.'® HPV is also associated with more than one million 
precancerous lesions of varying severity. The direct medical cost of treating a patient with 
cervical cancer is $9,200 to $13,360, while surgery to remove a precancerous lesion is $1 ,100 
to $4,360." The financial burden of HPV in the U.S. has been estimated to be from $1.6 
billion to $6 billion annually, making HPV one of the most costly sexually transmitted 
diseases (STDs) after HIV infection.'^ 

4. The annual number of HPV-related diagnoses requiring invasive medical 
procedures. 

Almost all of the invasive medical procedures for HPV are linked to cervical cancer. 
In the United States, HPVs are associated with about 80% of the 12,000 cases and 4,100 
deaths due to cervical cancer each year. They are also associated with more than one million 
precancerous lesions of varying severity.’^ 

5. A ranking of all sexually transmitted diseases, including HPV, in order by: cost for 
testing and treatment; prevalence; and, associated deaths, including HPV-related 
cervical cancer deaths. 


® (...continued) 

[http;//www.guidelines.gov/summary/summary.aspx?doc_id=3286&nbr=2512&strmg=cervical-H 

AND-tcancer]. 

A. Jemel et al.. Cancer Statistics, 2003, CA - 4 Cancer Journal for Clinicians, vol. 53, Jan./Feb. 
2003. 

" Preventing Emerging Infectious Diseases: A Strategy for the 21st Century, Box 2: Economic Costs 
for Patient Care from Infectious Diseases, United States visited at 
[www.cdc.gov/ncidod/emergplan/box02.htm]. Also, an article in the January 2003 issue of 
Emerging Infectious Disease examined the cost-effectiveness of an HPV vaccine and calculated 
many of the resultant costs of screening and treatment. See attached and online at: 

[http://www.cdc .gov/ncidod/EID/vol9no 1/02-0 1 68.htm] . 

" CDC, Prevention of Genital HPV Infection and Sequelae: Report of an External Consultants' 
Meeting, Atlanta, GA: CDC, National Center for HTV, STD and TB Prevention; Dec. 1999. 

" See Box 2, p. 2 in: CDC. Preventing Emerging Infectious Diseases: A Strategy for the 21“ 
Century, at [http://www,cdc,gov/ncidod/emergplan/box02,htm]; and Cancer Statistics, 2003. 
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Table 1. Cost of Sexually Transmitted Diseases, 1994 


STD 

Cost (in millions) 

Sexually transmitted HIV 

$4,683 

Pelvic Inflammatory disease 

4,148 

HPV 

3,827 

Chlamydia 

2,013 

Gonorrhea 

1,051 

Cervical cancer 

737 

Herpes simplex 

237 

Hepatitis B 

156 

Syphilis 

106 

Chancroid 

1 


Source: Institute of Medicine, The Hidden Epidemic: Confronting Sexually Transmitted Diseases, 1997. 


Table 2. Prevalence of Sexually Transmitted Diseases 


STD 

Prevalence 

Herpes 

45,000,000 

HPV 

20,000,000 

Chlamydia 

2,000,000 

Hepatitis B 

417,000 

Gonorrhea 

n/a 

Syphilis 

n/a 

Trichomoniasis 

n/a 

Bacterial vaginosis 

n/a 


Source: Tracking the Hidden Epidemics 2000 - Trends in STDs in the United Stales. 
[http://www,cdc.gov/nchstp/dstd/Stats_Trends/Trends2000.pdfl 

According to CDC, there has not been a recent study summarizing in a comparable 
manner all deaths from STDs. In 2002, there were approximately 9, 000 AIDS deaths among 
those who were infected through sexual transmission of HIV. Other deaths due to AIDS that 
year were associated with other sources of transmission.''* Table 3 below provides data from 
1992 regarding deaths among women. 


The most current HTV/AIDS surveillance report with these data can be found at: 
[http://www.cdc.gov/hiv/stats/hasrlink.HTM]. 
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Table 3. Mortality Related to Sexually Transmitted Diseases in U.S. 

Women, 1992 


STD 

Deaths 

Cervical cancer 

5,210 

HTV 

2,665 

Hepatitis B and Hepatitis C 

960 

Syphilis 

99 

Pelvic inflammatory disease 

220 

Ectopic pregnancy 

18 

Gonorrhea 

43 

Other 

4 

Total 

9,179 


Source: American Journal of Public Health, vol. 87(6), June 1997, pp. 938-944. 

6. A description of all HPV specific prevention and education programs supported by 
the Centers for Disease Control and Prevention or other federal agencies. 

CDC provided me with a copy of a August 2003 Report to Congress entitled “Human 
Papillomavirus; Surveillance and Prevention Research,” which was prepared by CDC in 
response to the Public Health Service Act Section 317P. This report describes activities 
undertaken to date to address the requirements of that section. However, there are additional 
programs at CDC that address cervical cancer. 

I trust this information will be useful to your office. If you have any further questions, 
please do not hesitate to call (202-707-7077). 


Attachment 
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Prevention of Genital Human Papillomavirus Infection 
Executive Summary 

This report describes key aspects of the epidemiology of genital HPV infection and its 
transmission, and summarizes the best strategies to prevent infections with genital HPV as well 
as the HPV-associated diseases of genital warts and cervical cancer. 

Genital infection with human papillomavirus (HPV) is very common in sexually active men and 
women and can sometimes have serious health consequences. About 20 million Americans are 
currently infected, and about 5.5 million people become newly infected each year. The virus can 
infect the genital skin and the linings of the vagitia, cervix, rectum, and urethra. Most infections 
cause no clinical problems and go away on their own without treatment. Some infections lead to 
genital warts in men and women, and abnormal Papanicolaou (Pap) tests in women. Treatments 
are directed to abnormal cells associated with HPV rather than the virus itself; currently there is 
no curative treatment for HPV infection. 

Of greatest importance, persistent infection with certain types of HPV is a leading cause of 
cervical cancer. Progression from cervical cancer precursor lesions to invasive cancer is a slow 
process, estimated to take 10-15 years. Cervical cancer is an uncommon consequence of HPV 
infection in women, especially if they are screened for cancer regularly with Pap tests and have 
appropriate follow-up of abnormalities. The purpose of screening with the Pap test is to detect 
cervical abnormalities that can be treated, thereby preventing progression to invasive cervical 
cancer, and also to detect invasive cervical cancer at a very early stage. If detected early and 
managed promptly, survival rates for cervical cancer are over 90%. In the past 40 years, 
widespread cervical cancer screening using the Pap test and treatment of precancerous cervical 
abnormalities have resulted in a dramatic decrease in the incidence and mortality due to cervical 
cancer in the United States. However, each year in the United States, an estimated 12,200 
women develop cervical cancer and 4,100 women die from it. Of women in the United States 
who develop cervical cancer, about half have never had a Pap test. 

Because genital HPV infection is most common in men and women who have had multiple sex 
partners, abstaining from sexual activity (i.e. refraining from any genital contact with another 
individual) is the surest way to prevent infection. For those who choose to be sexually active, a 
monogamous relationship with an uninfected partner is the strategy most likely to prevent future 
genital HPV infections. For those who choose to be sexually active but who are not in a 
monogamous relationship, reducing the number of sexual partners and choosing a partner less 
likely to be infected may reduce the risk of genital HPV infection. 

All published epidemiologic studies of HPV have methodologic limitations that make the effect 
of condoms in the prevention of HPV infection unknown. While a few studies on genital HPV 
and condom use showed a protective effect, most studies on genital HPV infection and condom 
use did not show a protective effect. Recognizing that the optimal study design to ensure valid 
measurements can be problematic, it remains important that further research be done to help 
determine the efficacy of condoms in preventing HPV infection. 
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Nevertheless, available studies suggest that condoms reduce the risk of the clinically important 
outcomes of genital warts and cervical cancer. One possible explanation for the protective effect 
of condoms against warts and cancer is that condom use could reduce the quantity of HPV 
transmitted or decrease the likelihood of re-exposure, thereby decreasing the chance of 
developing clinical disease. An alternative explanation is that condom use may reduce exposure 
to a co-factor for cervical cancer, such as chlamydia or genital herpes, thereby reducing the 
chance of cervical cancer. 

The available scientific evidence is not sufficient to recommend condoms as a primary 
prevention strategy for the prevention of genital HPV infection. There is evidence that indicates 
that the use of condoms may reduce the risk of cervical cancer. 

Regarding other possible prevention approaches, no data indicate that treatment of clinical 
lesions or use of microbicides will prevent transmission of infection, although HPV vaccines are 
likely to become available in the next few years and may become an important prevention tool. 


Summary of Strategies to Prevent Genital HPV Infection 

Based on currently available science, the following recommendations summarize the strategies 

most likely to be effective in preventing future infections with genital HPV infection and cervical 

cancer. 

Individual Strategies 

• The surest way to eliminate the risk for future genital HPV infections is to refrain from 
any genital contact with another individual. 

• For those who choose to be sexually active, a long-term, mutually monogamous 
relationship with an uninfected partner is the strategy most likely to prevent future 
genital HPV infections. However, it is difficult to determine whether a partner who has 
been sexually active in the past is currently infected. 

• For those choosing to be sexually active and who are not in long-term mutually 
monogamous relationships, reducing the number of sexual partners and choosing a 
partner less likely to be infected may reduce the risk of genital HPV infection. Partners 
less likely to be infected include those who have had no or few prior sex partners. 

• While available scientific evidence suggests that the effect of condoms in preventing 
HPV infection is unknown, condom use has been associated with lower rates of the 
HPV-associated diseases of genital warts and cervical cancer. The available scientific 
evidence is not sufficient to recommend condoms as a primary prevention strategy for 
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the prevention of genital HPV infection. There is evidence that indicates that the use of 
condoms may reduce the risk of cervical cancer. 

• Regular cervical cancer screening for all sexually active women and treatment of 
precancerous lesions remains the key strategy to prevent cervical cancer. 

• In the future, receiving a safe and effective HPV vaccine to help prevent genital HPV 
infection as well as the HPV-associated diseases of genital warts and cervical cancer 
would be an important prevention measure. However, an effective HPV vaccine would 
not replace other prevention strategies. 

Public Health Strategies 

Public health agencies should: 

• Promote increased cervical cancer screening among never and rarely-screened women 
and appropriate follow-up of those with abnormal Pap tests. 

• Work with public and private partners to increase awareness about prevention of genital 
HPV infection and cervical cancer among health care providers and in the general public. 

• Collaborate with private industry to promote and accelerate the development of a safe 
and effective HPV vaccine. 

• Continue epidemiologic, laboratory, and behavioral research on genital HPV infection, 
including studies of the prevalence of HPV in the United States, research on the attitudes 
and concerns of women diagnosed with HPV infection (e.g., concerns about cancer or 
about transmission), and surveys of provider knowledge and practices regarding HPV. 
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Introduction 

Human papillomaviruses (HPV) are members of the Papillomaviridae family of DNA viruses. 
Because HPV cannot be cultured easily in the laboratory, HPV infection is most commonly 
diagnosed by detecting HPV DNA. Differences in sequences of DNA are used to determine 
different HPV types. More than 100 HPV types have been identified, over 30 of which infect the 
genital area. Genital HPV infections are estimated to be the most common sexually transmitted 
infection in the United States, with an estimated 5.5 million persons becoming newly infected 
every year (1). Although the majority of infections cause no symptoms and are self-limited, 
genital HPV is of public health concern because persistent infection with certain types can cause 
cervical cancer in women. 

Genital HPV infections are categorized according to their association with cervical cancer. 
Infections with low-risk types, primarily types 6 and II, can cause benign or low-grade cervical 
cell changes and genital warts, but are not associated with cervical cancer. Infection with high- 
risk types, primarily types 16, 18, 31, and 45, can cause low-grade cervical cell abnormalities, 
high-grade cervical cell abnormalities that are precursors to cancer, and genital cancers. Most 
genital infections with either high-risk or low-risk HPV types go away on their own, without 
clinical consequences. Currently, one HPV DNA test is FDA-approved for use in women for 
cervical cancer screening; no HPV test is available for men. 

The sequela of genital HPV infection with greatest public health importance is cervical cancer. 
Cervical cancer is relatively uncommon in the United States because widespread cervical 
Papanicolaou (Pap) testing can detect precancerous lesions before they develop into cancer. 
However, in many developing countries where cervical cancer screening activities are limited, 
cervical cancer is the most common cancer in women. Based on multiple lines of evidence, both 
the International Agency for Research on Cancer and the National Institutes of Health (NIH) 
have concluded that high-risk genital HPV infections act as carcinogens in the development of 
cervical cancer (2;3). While infection with high-risk types appears to be “necessary” for the 
development of cervical cancer, it is not “sufficient” because cancer does not develop in the vast 
majority of women with HPV infection (2;3). Other co-factors appear to be necessary for the 
development of cervical cancer (described in Natural History of Genital HPV Infection, page 
10). HPV infection is also associated with anogenital cancers at other sites including the vulva, 
vagina, penis and anus. Each of these is substantially less common than cervical cancer, with the 
exception of anal cancer in homosexual men (4-8). The association of genital types of HPV with 
non-genital cancer is less well established, but studies support a possible role in a subset of head 
and neck (9) and esophageal (10) cancers. In each of these non-genital cancers, there are clearly 
cancers arising independent of HPV, a situation quite different from cancer of the cervix. While 
a few studies suggest a possible association of HPV with cancer of the prostate (1 1), the findings 
are not consistent and the most recent studies do not indicate that HPV is associated with these 
cancers (12;13). 

Because of the public health importance of cervical cancer, this report focuses on the prevention 
of genital HPV infection and its sequelae in heterosexual men and women. The report describes 
key aspects of the epidemiology of genital HPV infection and its transmission, and summarizes 
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the best strategies to prevent infections with genitai HPV as well as the HPV-associated diseases 
of genital warts and cervical cancer. 
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Epidemiology of Genital HPV Infection 

Incidence and Prevalence of Genital HPV Infection 

Accurately assessing the extent of genital HPV infection in the U.S. population has been difficult 
for many reasons. Data on prevalence and incidence of HPV infection are limited because there 
is no routine screening for HPV infection, and it is often unclear whether a newly diagnosed 
infection is recently acquired or longstanding. Neither HPV infection nor genital warts are 
routinely reported to state health departments for the following reasons: (a) no standard 
justification for recommending STD case reporting (e.g., patient care measures such as curative 
treatment for patients and their sex partners, or monitoring ongoing prevention programs) exists 
for genital HPV infection or watts, (b) most infections clear spontaneously, and (c) case 
reporting would create a large burden for providers, health departments and laboratories given 
the high prevalence of infection (14). 

Cases of cervical cancer are routinely reported to cancer registries such as the National Cancer 
Institute Surveillance, Epidemiology, and End Results (SEER) program, and Centers for Disease 
Control and Prevention (CDC)-supported state cancer registries. However, because cervical 
cancer is a rare and late manifestation of HPV infection, cancer surveillance provides limited 
information on the burden and current trends of HPV infections. CDC is conducting a survey of 
the general U.S. population and a survey of women attending different types of clinics to 
improve measures of the prevalence of genital HPV. Results for the U.S. population survey will 
be available in late 2005, and, for the clinic based survey, in 2007. Data from these studies will 
be useful in evaluating the impact of future prevention strategies on HPV prevalence. 

Because of the above issues, the magnitude of genital HPV infection is derived from 
extrapolations of epidemiologic studies. Studies that detect HPV DNA measure current 
infection, and studies that detect HPV antibodies using blood tests provide approximations of 
lifetime infection. Overall, in the United States, an estimated 20 million people (15% of the 
population) are currently infected with HPV, 50-75% of which is with high-risk types, and about 
5.5 million people are infected every year (1). It has been estimated that at least 50% of sexually 
active men and women acquire genital HPV infection at some point in their lives; a recent 
estimate suggests that 80% of women will have acquired genital HPV by age 50 (15;16). An 
estimated 9.2 million sexually active adolescents and young adults 15 to 24 years of age are 
currently infected with HPV (17). 

Prevalence studies in the United States have primarily included convenience samples of women 
attending managed care, STD, or university clinics. Studies have found that the prevalence of 
HPV infection is lowest in women who have never had sexual intercourse (18-21). Genital HPV 
infection is especially common among sexually active young women (less than 25 years of age), 
with prevalence decreasing with older age (22-30). While results vary by population studied, 
and sampling and detection methods used, overall they indicate that prevalence of genital HPV 
infection in sexually active young women in the United States ranges from 1 7-84% (22-29); 
most studies have reported a prevalence greater than 30% (22;23;25-27). In a study conducted 
in Portland, Oregon, 32% of young women ages 16 to 24 years had genital HPV DNA detected 
versus only 4% of women ages older than 45 years (24). The higher rates in younger women 
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appear to be related to transmission of new infection during the early years of sexual activity, 
with infection clearing over time in most women (28;31). By far, the most common infections 
are with the high-risk types. Infection with multiple types of HPV occurs in approximately 5- 
30% of infected women (23;32-34). HPV infection is most likely to be detected in women who 
have cervical cancer precursors; in one study, over 85% of women with cervical cancer 
precursors had detectable HPV DNA (34). 

These findings are supported by studies of incident (new) genital HPV infections, which can 
more accurately determine rates, as well as behavioral risk factors for infection. Studies of HPV 
incidence have been conducted in a variety of settings with variable follow-up periods. 

Incidence of HPV infection in college women studied for two to three years was 32-43% 

(21;28). Other studies assessing populations of women using routine gynecological or family 
planning services found incidences of 1 1-32% in one year, and 44-55% in three years 
(29;31;33;35;36). The incidence of high-risk types, such as HPV-16, is higher than the incidence 
of low-risk types (28;29;3 1). For example, in one study, the incidence in one year w'as 32% for 
high-risk HPV types compared with 18% for low-risk HPV types (29). 

The risk factors consistently associated with HPV infection in women are young age (age less 
than 25 years) and sexual behavior, specifically number of sex partners, as described below 
{Transmission and Prevention of Genital HPV, page 1 1). Other risk factors identified include 
early age of first sexual intercourse, and male partner sexual behavior. Less consistently 
identified risk factors include smoking, oral contraceptive use, nutritional factors, and lack of 
circumcision of male partners (20). Many of the identified risk factors are likely markers for 
unmeasured sexual behavior (21;25;37-39). In addition, immune suppression is associated with 
HPV detection. Studies in women with HIV infection, undergoing dialysis, or after kidney 
transplant, demonstrate that HPV detection is particularly common with immune suppression 
(17;40-43). 

The prevalence of genital HPV infection in men is more difficult to assess because it is not clear 
which are the optimal anatomic sites or specimens to test. Most published studies have been 
conducted outside the United States, in men attending STD or university clinics, or among male 
partners of women with HPV infection. HPV DNA can be detected at various anogenital sites, 
including the penis, urethra, scrotum, or anus, as well as in urine and semen (44-56). In 
heterosexual men, infection is most commonly detected on the penis (54-57). A recent study that 
evaluated HPV DNA in the distal penis (urethra, glans, coronal sulcus, foreskin) documented 
higher prevalence of infection in uncircumcised men than in circumcised men (19.6% vs. 5.5%) 
(46). Prevalence of genital HPV infection in heterosexual men in the populations studied ranges 
from 16-^5%; detection is highly dependent on the anatomic sites or specimens tested (e.g., 
urine, semen) (45;46;49;52). Risk factors for HPV detection in men include greater lifetime 
number of sex partners, number of recent sex partners, being uncircumcised, or current genital 
warts (45;46;52). The relationship of young age with HPV detection is not as consistent in men 
as in women (45;49;52). 

HPV serologic (blood) tests that detect antibodies to the outer proteins of HPV have been useful 
in assessing previous HPV infection. They complement the studies that are based on HPV DNA 
detection because HPV DNA is not persistently detectable in most infected people. However, 
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these tests likely underestimate the true extent of previous infection because only 50-70% of 
persons with detectable HPV DNA develop antibodies (58-60). A recently completed study of 
the U.S. population conducted by CDC showed that 18% of women and 7% of men aged 12 to 
49 had antibodies to HPV- 16 (61). The strongest predictors of antibody positivity in both 
women and men were various measures of past sexual activity, including lifetime number of 
partners. Antibody prevalence is substantially higher in populations with greater sexual activity. 
For example, a study of patients attending a U.S. STD clinic found HPV-16 antibody prevalence 
rates of 55% in women and 33% in men (62). 

Prevalence of Sequelae of Genital HPV Infection 

Estimates for genital warts are relatively imprecise; however, limited data suggest that each year 
in the U.S. as many as 100 per 100,000 persons develop genital warts (63), and 1 .4 million 
currently have genital warts (about one percent of the sexually active U.S. population) (64). 
Rarely, genital HPV infection with low-risk types may be transmitted from mother to baby 
during delivery resulting in respiratory tract warts in the baby, an illness known as recurrent 
respiratory papillomatosis (RRP). Estimates of the incidence rate for RRP are also relatively 
imprecise, but range from 0.4 to 1 . 1 cases per 100,000 children (65). 

Rates of cervical cancer have fallen by approximately 75% since the introduction of Pap testing 
programs. Cervical cancer incidence in the U.S. is currently estimated to be 8.3 per 100,000 
women, with approximately 12,200 new cases and 4,100 deaths occurring annually (66). 

Natural History of Genital HPV Infection 

Most HPV infections are transient and asymptomatic, causing no clinical problems. Studies 
have shown that 70% of new HPV infections clear within one year, and as many as 91% clear 
within two years (28;33;67:68). The median duration of new infections is typically eight months 
(28;67). hW- 16 is more likely to persist than other HPV types (28); however, most HPV-16 
infections become undetectable within two years (28). Factors associated with persistence 
include older age, high-risk HPV types, infection with multiple HPV types, and immune 
suppression (69;70). The gradual development of an effective immune response is thought to be 
the likely mechanism for HPV DNA clearance. 

HPV infection that persists is the most important risk factor for cervical cancer precursors and 
invasive cervical cancer (15;67;69-71). A recent study found that the risk for developing 
cervical cancer precursors was 14 times higher for women who had at least three positive tests 
for high-risk HPV compared with that for women who had negative tests (68). However, most 
women with persistent HPV infection do not develop low-grade cervical cell abnormalities, 
cervical cancer precursors or cervical cancer (28;31;68;72). 

Skin and mucosal changes caused by genital HPV infection -both genital warts and cervical cell 
abnormalities- often go away without treatment, probably as a result of the development of an 
effective immunologic response. Rates of spontaneous clearance and progression to cancer 
without treatment vary for low-grade and high-grade cervical cell abnormalities. Low-grade 
cervical cell abnormalities usually clear spontaneously (60% of cases) and rarely progress to 
cancer (1%), while high-grade cervical cell abnormalities have lower rates of spontaneous 
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clearance (30-40%) and much higher rates of progression to cancer without treatment (greater 
than 12%) (73). 

In addition to persistent infection with high-risk types of genital HPV, other co-factors appear to 
be necessary for the development of cervical cancer (74). Factors such as long-term use of oral 
contraceptives, a high number of live births, and immune suppression have been found in some 
studies to be associated with cervical cancer (74-81). In addition, recent studies have 
demonstrated that co-infection with Chlamydia trachomatis or herpes simplex virus type-2 
(HSV-2), the cause of genital herpes, may increase the risk of both cervical cancer precursors 
and cervical cancer (8 1 ;82). 


Transmission and Prevention of Genital HPV Infection 

Transmission 

Genital HPV infection is primarily transmitted by genital contact, usually through sexual 
intercourse (20;83). In virtually all studies of HPV prevalence and incidence, the most 
consistent predictors of infection have been various measures of sexual activity, most 
importantly, the number of sex partners (28;3 1 ;64;84). Among women, the risk of acquiring a 
genital HPV infection increases with increasing number of lifetime male sex partners (25;26;84- 
87). Similar to infection with other STD, having sex with a new partner may be a stronger risk 
factor than having sex with a steady partner (2 1 ;3 1 ). With each new partner, an adolescent 
female substantially increases her risk of acquiring genital HPV (31). The source of 
transmission is usually from persons who are asymptomatic and do not realize they are infected 
(64). Among women who report no previous sexual intercourse, 0-8% have HPV infection 
supporting the premise that the major route of transmission is sexual (18-21). 

Although less well-examined, another variable that increases a woman’s risk of HPV infection is 
the sexual activity of her partner. A study of adolescent females found that those with a partner 
who had multiple sex partners were at increased risk of HPV infection (31). A study of college 
students in Seattle found that those with male sex partners with at least one prior partner had a 
five-fold increased risk of infection compared to those whose male partners had no prior 
partners. Women whose male partners had an unknown number of prior sex partners had an 
even higher (eight-fold) risk for acquiring HPV infection (21). This study also reported that 
women who had known a sex partner at least eight months before initiating a sexual relationship 
were less likely to acquire genital HPV infection. It was hypothesized that this was due to a 
greater chance of spontaneous clearance of infection in men who might have been infected with 
HPV in a previous sexual relationship (21). 

Other types of genital contact in the absence of penetrative intercourse (oral-genital, manual- 
genital, and genital-genital contact) leading to HPV transmission have been described, but these 
routes of transmission are less common than sexual intercourse (21 ;88-90). For example, a 
recent study of college-aged women in Seattle reported a two-year genital HPV incidence rate of 
39% among sexually active women and 8% among women who had not engaged in penetrative 
vaginal intercourse. Almost all of the infections in women who had not engaged in sexual 
intercourse appeared to be related to genital contact other than penetrative intercourse (21). This 
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study also found minimal evidence of HPV transmission through oral sex (either transmitted 
from the genital area to the mouth or the mouth to the genital area) (21). Genital HPV infection 
also may be transmitted by non-sexual routes, but this is extremely uncommon, Non-sexual 
routes of genital HPV transmission include transmission from a mother to a newborn baby, 
which is rare (91 ;92), and transmission by inanimate objects such as environmental surfaces and 
clothing, which has been hypothesized but has never been documented (93-96). 

Prevention of Genital HPV Infection 

Prevention of genital HPV infection is important to reduce the prevalence of genital warts and 
abnormal Pap tests, as well as cervical cancer. Cervical cancer screening programs have been 
highly effective in reducing rates of cervical cancer in the United States (97;98); decreasing the 
incidence of genital HPV infection should also reduce rates of cervical cancer(16). 

In general, for a given sexually transmitted disease, the number of new infections transmitted to 
a susceptible population is a function of three variables: duration of infectiousness, efficiency 
(likelihood) of transmission of infection, and number of new sex partners a person has while 
infected (99). In the absence of measures to reduce susceptibility in the population (such as the 
use of effective vaccines), strategies addressing each of these variables can reduce transmission 
of infection. Such strategies include reducing the duration of infectiousness by treatment, 
decreasing the efficiency of transmission by measures aimed at reducing infectivity (e.g., 
condoms, microbicides), and reducing the number of sex partners. The following is a summary 
of what is currently known about the value of each of these approaches for preventing genital 
HPV infection. 

Reducing Duration of Infectiousness 

The most common approach to reducing infectiousness of an STD is treatment. In contrast to 
bacterial STD for which transmission can be prevented through curative treatment, there is only 
limited evidence that treatment of HPV-associated lesions is useful to prevent HPV transmission. 
There is no effective systemic therapy for genital HPV, as exists for bacterial and some other 
viral STD. Treatments are directed to lesions associated with HPV, and HPV infections in the 
absence of detectable disease are not treated. Current treatment options for both genital warts 
and cervical cancer precursors include various local approaches that remove the lesion (e.g., 
cryotherapy, electrocautery, laser therapy, surgical excision). Genital warts are also treated with 
topical pharmacologic agents ( 1 00). Treatment of genital warts and cervical cancer precursors 
might reduce infectiousness (100). Although this premise is difficult to test directly because 
assays for infectivity do not exist, it is supported by several observations. First, in some studies 
larger amounts of HPV DNA have been found in high-grade than in low-grade cervical lesions 
(101). Second, after clearance of genital warts after treatment with immune stimulating drugs 
(e.g. imiquimod), the amount of HPV DNA in the skin can be reduced (102), Third, clearance of 
HPV DNA can occur after standard therapy for cervical high-grade lesions (103-1 1 1). However, 
clinically normal skin and mucosa near HPV-associated lesions often contain HPV (1 12; 1 13). 
This reservoir is thought to explain the typical recurrence rates of 10-20% after treatment of 
cervical lesions (1 14; 115) and 20-50% after treatment of genital warts (100). It might also help 
explain the fact that treatment of partners does not influence recurrence rates of genital warts 
(116). Thus, based on the limited existing data, currently available therapies for HPV-related 
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lesions may reduce but probably do not eliminate infectiousness; the impact of the reduction in 
viral concentration which occurs with treatment remains unclear. 

Reducing Efficiency of Transmission 

Efficiency of transmission, or the likelihood that an infection will be transmitted from an 
infected person to an uninfected person, can be affected by several variables, such as immunity. 
However, for STD, the most common approach is the use of physical barriers such as condoms. 
In the future, other methods that may decrease the likelihood that an infection will be transmitted 
could include chemical barriers, such as microbicides or a combination of chemical and physical 
approaches. 

Condoms 

Evidence for the effectiveness of the male latex condom to prevent various STD among 
heterosexual men and women was the subject of a recent NIH report (117). The report 
concluded that for the majority of STD, published data were not adequate to definitively assess 
the effectiveness of condoms to prevent STD. The review also concluded that most 
epidemiologic studies that evaluated condom use had significant methodologic problems. For 
HPV specifically, the NIH report concluded that most of the reviewed studies did not obtain 
sufficient information on condom use to allow careful evaluation of the association between 
condom use and HPV infection or disease. The report also concluded that there was no 
epidemiologic evidence that condom use reduced the risk of HPV infection, but that condom use 
might afford some protection in reducing the risk of HPV-associated diseases, including warts in 
men and cervical neoplasia (cervical cancer precursors and invasive cancer) in women (117). 
More recently, an even more detailed review of the published literature on condoms and HPV 
infection and its sequelae came to similar conclusions as the NIH report and elaborated on the 
many methodologic issues affecting studies of condoms for HPV prevention (118). In addition, 
several other recent studies reported that, for women and men, use of male condoms reduces the 
risk of genital herpes and chlamydia, both of which may be co-factors for the development of 
cervical cancer (81;82;119-124). Below is a summary of current scientific evidence on the 
effectiveness of male condoms for prevention of genital HPV. 

As described above, available clinical and epidemiologic data indicate that genital HPV infection 
is transmitted by contact with infected skin or mucosa. Laboratory studies have demonstrated 
that latex condoms provide an essentially impermeable barrier to particles the size of HPV 
(12S;126). Studies of HPV infection in men demonstrate that most HPV infections (both HPV 
DNA and HPV-associated lesions) are located on parts of the penis that would be covered by a 
condom (48;54-S7;63;127-129). However, even consistent and correct use of condoms would 
not be expected to offer complete protection from HPV infection because infections also may 
occur on sites not covered or protected by a condom. In men, HPV infection can occur on the 
scrotum, groin area, base of the penis, and anus (54-57). In women, HPV infection can occur on 
the outside of the vulva, which can come into contact with the genital skin of a man using a 
condom 

Published studies that have assessed the effectiveness of male condoms to prevent HPV infection 
or any STD other than HIV are limited by multiple methodologic issues ( 1 1 7; 1 1 8). In general, 
these limitations are likely to underestimate condom effectiveness (130-132). Studies with 
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optimal designs would collect information on consistent and correct condom use and would be 
able to determine whether HPV infection preceded or followed condom use. In addition, several 
recent studies have demonstrated that many individuals use condoms in situations of perceived 
STD risk (e.g., with sex partners known to have STD or who have other partners), thereby 
complicating valid comparisons with those not using condoms, who often have lower sexual 
risks (133; 134). Furthermore, valid estimates of condom effectiveness can be obtained only 
when users and nonusers have similar levels of exposure to infected partners as illustrated in a 
recent study of gonorrhea and chlamydia (123). This study showed a protective effect for 
condoms among persons whose sex partners were known to be infected, but not among those 
whose partners were not known to be infected. Data on whether partners have HPV infection 
has not been available for most studies of condoms and HPV infection. 

Studying the relationship between condom use and HPV infection is particularly difficult 
compared to other STD. In contrast to viral STD such as HIV and genital herpes for which 
highly accurate blood tests allow conclusive determination of infection, accurate blood tests for 
genital HPV infection do not exist at present. The detectability of HPV DNA in a given 
individual varies over time (68; 135); therefore, determining if a person is infected or if an 
infection is new or pre-existing is very difficult. Finally, it is also difficult to study outcomes 
that take many years to develop (e.g., high-grade cervical cell abnormalities, invasive cervical 
cancer). The optimal study design to ensure valid measurements is a randomized, controlled 
trial. However, because randomization (assigning some individuals to use condoms and 
assigning others not to use condoms) can be problematic and potentially unethical (118), this 
study design is rarely used. 

We evaluated 46 peer-reviewed publications in English available after January 1966 that 
included information on the association between condom use and HPV infection or a sequelae 
(e.g., genital warts, HPV-associated lesions including cervical cancer precursors, or invasive 
cervical cancer) (21;26;28;30;31;39;46;48;49;52;84;86;87;136-168). We excluded publications 
that evaluated HIV-infected persons or used only HPV blood tests. These studies represent a 
variety of geographic areas and populations. Of the 46 studies, 23 evaluated condom use and 
prevalent or incident HPV infection by detection of HPV DNA, and 25 evaluated sequelae of 
infection. The studies of sequelae included five that measured clinical findings of warts or HPV- 
suggestive lesions on the external genital skin, 10 that measured low- or combined low-grade 
and high-grade cervical cell abnormalities, six that evaluated high-grade cervical cell 
abnormalities, and nine that evaluated cervical cancer, six of which were studies of invasive 
cervical cancer. In most studies, condom use was generally defined broadly, as “ever versus 
never” or “use versus non-use”; in some studies the definition of condom use was not specified. 
Only 14 studies measured consistent condom use, and none measured correct use. Forty studies 
were cross-sectional (so the temporal relationship between condom use and HPV outcome could 
not be easily determined); two studies were randomized. 

Of the 23 studies that measured HPV infection, 18 were conducted in women only, four in men 
only, and one in both women and men. Estimates of the level of risk reduction varied broadly. 
Three studies in women reported a protective effect of condoms which was statistically 
significant (151;152;153). None of the studies measured exposure to infected partners. 
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Of the 10 studies that measured either low-grade cervical ceil abnormalities, or combined low- 
grade and high-grade cervical cell abnormalities, one study found a statistically significant 
reduction in cervical cell abnormalities. 

Of the five studies that measured external genital HPV-associated lesions, three evaluated 
women (all genital warts), three evaluated men (one with genital warts and two with HPV 
suggestive lesions of the penis), and one evaluated both women and men (48;139;142;145;164) 
Of the three studies in women, one found a statistically significant reduction (30%) in genital 
warts (164) and one found a reduction in risk that was not statistically significant (142), All 
three studies in men found statistically significant protection with levels ranging from 30-70% 
(48; 145; 164), 

Of the six studies that measured cervical cancer precursors (including carcinoma in situ), two 
studies found a reduction of risk which was statistically significant (136; 137; 146; 154; 158; 166). 
Nine studies evaluated women with cervical cancer, six of which were invasive cervical cancer 
(138; 140; 143; 149; 155; 156; 159; 162; 166). Of the nine studies, seven found a reduction in risk of 
cancer in women using condoms, two of which were statistically significant. The reduction in 
risk ranged from 20-80%. 

Three studies evaluated the effect of condoms on clearance of HPV DNA or HPV-associated 
lesions; all of these studies found a benefit of condom use for both men and women 
(145;167;168). Two of these studies were the first studies of condoms and HPV infection to be 
conducted as randomized controlled trials, an approach which can substantially reduce bias. In 
the randomized studies, monogamous couples were randomized to condom use or nonuse; 
females with a male partner that used condoms had significantly higher rates of clearance of both 
HPV infection (53% vs. 35%), and cervical cell changes (23% vs. 4%) than the females whose 
male partner did not use condoms (168). Also, men in the study had significantly faster 
regression of genital lesions consistent with HPV infection (167). 

Available studies suggest that condoms reduce the risk of the clinically important outcomes of 
genital warts and cervical cancer. One possible explanation for the protective effect of condoms 
against warts and cancer is that condom use could reduce the quantity of HPV transmitted or 
decrease the likelihood of re-exposure, thereby decreasing the chance of developing clinical 
disease (14;1 18;168). An alternative explanation is that condom use may reduce exposure to a 
co-factor for cervical cancer, such as chlamydia or genital herpes, thereby reducing the chance of 
cervical cancer (8 1 ;82; 1 1 9-1 22; 1 24; 1 69). 

However, all published epidemiologic studies have significant methodologic limitations which 
make the effect of condoms in prevention of HPV infection unknown. As noted on page 14, 
three studies on genital HPV and condom use showed a protective effect, but most studies on 
genital HPV infection and condom use did not show a protective effect. 

Given these observations, as well as the facts that laboratory studies show that latex condoms 
provide a barrier to HPV and that most genital HPV in men is located on areas of the skin 
covered by a condom, the cumulative body of available scientific evidence suggests that 
condoms may provide some protection in preventing transmission of HPV infections but that 
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protection is partial at best. The available scientific evidence is not sufficient to recommend 
condoms as a primaiy prevention strategy for the prevention of genital HPV infection. There is 
evidence that indicates that the use of condoms may reduce the risk of cervical cancer. 

Microbicides 

Evaluation of the ability of microbicides to prevent genital HPV infection has been hampered by 
the difficulties with in vitro cultivation of HPV (14). Recent laboratory work suggests that some 
compounds may inhibit HPV (170-174). There are also some reports of a potential effect of 
microbicides in the prevention of cervical cancer(143;156;159;172;175). Future microbicides 
may be effective in preventing HPV, as well as other sexually transmitted infections. Clinical 
studies of some of the compounds found to have an effect on HPV in the laboratory are 
underway. 

Reduction of Sexual Behavior Risk 

Because of the important role sexual contact plays in the transmission of genital HPV infection 
and because of limited evidence that other prevention approaches are highly effective, the most 
effective personal prevention approach is to avoid contact with genital HPV infection by limiting 
the number and type of sexual partners. The studies that demonstrate genital HPV transmission 
by sexual intercourse and other genital contact support the premise that abstaining from all 
genital contact, including non-penetrative contact, is the most effective approach to preventing 
infection (2 1 ;88;90; 1 76). However, no studies have evaluated the effectiveness of programs 
which promote limiting the number of partners in preventing genital HPV infection. For 
individuals who choose to be sexually active, data from studies of both HPV incidence and 
prevalence support the notion that long-term monogamy with a single partner is likely to be the 
next most effective approach to prevent infection. 

The choice of partner is likely to be important in the success of this approach because 
approximately 20% of women with only one lifetime sex partner have HPV infection (25; 177). 
Knowing if a man is infected with HPV is difficult because most infected men are asymptomatic 
(64). Furthermore, testing men to find out if they are infected is impractical because of uncertain 
sensitivity of HPV testing in men and the lack of a test which has been approved for this 
purpose. The most important factors that decrease the likelihood that a man is infected with 
genital HPV include his having had a limited number of prior sex partners (45;52), possibly 
having a longer period of time since his last partner (allowing prior infections to spontaneously 
resolve) (21), and being circumcised (46;52). The most important factor that may decrease the 
likelihood that a woman is infected with genital HPV include her having had a limited number of 
prior sex partners (21;28). In addition, characteristics which may increase the chance that a 
partner is infected with genital HPV include the presence of genital warts, an abnormal Pap test 
in women, and immune suppression (64), However, determining a partner’s sexual history or 
assuring their monogamy in a long-term relationship is sometimes difficult, a problem that could 
reduce the effectiveness of partner selection approaches to prevention. 

Vaccines 

In contrast to other prevention approaches, vaccines can reduce susceptibility in uninfected 
partners by stimulating the immune system. A variety of HPV vaccines are under investigation 
which may provide immunity to a combination of high-risk or high- and low-risk HPV types 
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(178). The goals of HPV vaccines are to prevent HPV-associated sequelae including genital 
warts, cervical cancer precursors, and cervical cancer by preventing HPV infection altogether or 
by reducing the chance of persistent infection if infection does occur. A recently completed 
economic model concluded that vaccination for HPV, in combination with continued cervical 
cancer screening, would be a cost effective health intervention (179). In addition, a recent study 
projected that an effective vaccine could prevent 1,300 deaths annually from cervical cancer if 
all 12-year-old girls currently living in the United States were vaccinated (180). Although an 
effective HPV vaccine would be a major advance in approaches to HPV prevention, it would not 
replace other prevention strategies such as cervical cancer screening or protective sexual 
behaviors since vaccines would not work for all genital HPV types and would likely not be 100% 
effective. 

HPV vaccines have shown encouraging success in clinical trials (181). Recently, a vaccine for 
HPV-16 given to adolescent girls demonstrated 91% efficacy in preventing HPV-16 infection 
and essentially complete protection (100% efficacy) in preventing persistent HPV-16 infection. 
Although there were only a few cases, the vaccine also appears promising in the prevention of 
cervical cancer precursors (181). Studies of other formulations of HPV - 1 6 vaccines as well as 
vaccines with multiple HPV types are underway and are likely to provide an important new 
approach for genital HPV prevention within the next several years. Surveys of young women 
who are potential candidates for an HPV vaccine indicate that they have positive attitudes about 
receiving a vaccine (182). 

Prevention of Cervical Cancer 

Decades ago, cervical cancer was one of the most common and deadly cancers in women in the 
United States (97; 183). In the past 40 years, widespread cervical cancer screening using the Pap 
test, and treatment of precancerous cervical abnormalities have resulted in a dramatic decrease in 
the incidence and mortality due to cervical cancer in the United States (97;183). The purpose of 
screening with the Pap test is to detect cervical abnormalities that can be treated, thereby 
preventing progression to invasive cervical cancer, and also to detect invasive cervical cancer at 
a very early stage. Progression from cervical cancer precursor lesions to invasive cancer is a 
slow process, estimated to take 10-15 years (16). If detected early and managed promptly, 
survival rates for cervical cancer are over 90%. In 2003, an estimated 12,200 women in the U.S. 
will develop cervical cancer and an estimated 4100 women will die from the disease (66). 
Approximately half of the cases will occur in women who have never been screened, and an 
additional 10% will occur in women not screened within the past 5 years (2). A recent national 
survey indicated that cervical cancer screening is not adequate among some women in the U.S; 
approximately 18% of women have not had a Pap test in the last 3 years (184). The most 
important factors associated with inadequate cervical cancer screening include absence of a usual 
source of health care, lack of health insurance, and immigration to the U.S. in the last 10 years. 
Other factors included older age, low income, low level of education, presence of chronic 
disabilities, and Asian and American Indian/Alaska Native race/ethnicity (184). Death rates 
from cervical cancer in the U.S. are higher among foreign-bom women than women bom in the 
U.S. (185). 

New technologies including liquid-based cytology and testing for high-risk HPV types may offer 
potential advantages over conventional Pap testing. The American Cancer Society and other 
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organizations have incorporated these technologies into new guidelines for cervical cancer 
screening (1 15; 186; 187). However, the largest gain in reducing the burden of cervical cancer 
incidence and deaths could best be achieved by increasing screening rates among women who 
have never or rarely been screened (186). 


Summary of Strategies to Prevent Genital HPV Infection 

Based on currently available science, the following recommendations summarize the strategies 

most likely to be effective in preventing future infections with genital HPV infection and cervical 

cancer. 

Individual Strategies 

• The surest way to eliminate the risk for future genital HPV infections is to refrain from 
any genital contact with another individual. 

• For those who choose to be sexually active, a long-term, mutually monogamous 
relationship with an uninfected partner is the strategy most likely to prevent future 
genital HPV infections. However, it is difficult to determine whether a partner who has 
been sexually active in the past is currently infected. 

• For those choosing to be sexually active and who are not in long-term mutually 
monogamous relationships, reducing the number of sexual partners and choosing a 
partner less likely to be infected may reduce the risk of genital HPV infection. Partners 
less likely to be infected include those who have had no or few prior sex partners. 

• While available scientific evidence suggests that the effect of condoms in preventing 
HPV infection is unknown, condom use has been associated with lower rates of the 
HPV-assooiated diseases of genital warts and cervical cancer. The available scientific 
evidence is not sufficient to recommend condoms as a primary prevention strategy for 
the prevention of genital HPV infection, but it does indicate that the use of condoms may 
reduce the risk of cervical cancer. 

• Regular cervical cancer screening for all sexually active women and treatment of 
precancerous lesions remains the key strategy to prevent cervical cancer. 

• In the future, receiving a safe and effective HPV vaccine to help prevent genital HPV 
infection as well as the HPV-associated diseases of genital warts and cervical cancer 
would be an important prevention measure. However, an effective HPV vaccine would 
not replace other prevention strategies. 
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Public Health Strategies 

Public health agencies should: 

• Promote increased cervical cancer screening among never and rarely-screened women 
and appropriate follow-up of those with abnormal Pap tests, 

• Work with public and private partners to increase awareness about prevention of genital 
HPV infection and cervical cancer among health care providers and in the general public. 

• Collaborate with private industry to promote and accelerate the development of a safe 
and effective HPV vaccine. 

• Continue epidemiologic, laboratory, and behavioral research on genital HPV infection, 
including studies of the prevalence of HPV in the United States, research on the attitudes 
and concerns of women diagnosed with HPV infection (e.g., concerns about cancer or 
about transmission), and surveys of provider knowledge and practices regarding HPV. 
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Executive Summary 


Human papillomavirus (HPy) is a virus that infects the skin and mucous raembrOTies. More than 
100 types have been identified. Some infect the hands and feet causing common warts, while 
others are sexually transmitted and infect the genital area. Over 30 HPV types infect the genital 
region: some cause clinically apparent genital warts and also low-grade Papanicolaou (Pap) 
smear abnormalities, but are not associated with cervical cancer and are thus termed “low-risk” 
types. Other types are considered “high-risk” because they can cause cervical and other 
anogenital cancers. However, the vast majority of infections with both high and low risk types 
resolve and do not lead to abnormal growths or caiKer. 

In the United States, approximately 20 million people are infected with genital HPV, and more 
than 5 million new infections occur annually. It is estimated that 50-75 percent of sexually 
active people will acquire genital HPV at some point in their lives making this the most conunon 
sexually transmitted infection in the United States. Genital HPV infections are not curable; 
however the vast majority resolve without long term consequences. 

On December 20, 2000, Congress passed Public Law 106-554, which includes new provisions 
concerning HPV. This legislation requires that the Centers for Disease Control and Prevention 
(CDC): 


Conduct sentinel sinveillance and special studies to determine the prevalehce of HPV in 
the United States; 

Conduct behavioral and other research on the impact of HPV-related diagnosis on 
individuals; formative research to assist with the development of educational messages; 
surveys of physician and public knowledge, attitudes, and practices about genital HPV 
infection; 

Upon the completion of formative research, develop and disseminate educational 
materials for the public and healthcare providers regarding HPV and its impact and 
prevention. 

Provide a progress and final report to Congress. 

Since the law’s enactment, the CDC has implemented the following activities: 

Initiated sentinel sinveillance activities in collaboration with six health departments 
throughout the country to determine the prevalence in various age groups and populations 
of specific types of HPV infection in the United States. 

Initiated collection of additional HPV prevalence and surveillance information in 
nationally representative population samples, using CDC’s National Health and Nutrition 
Examination Survey (NHANES) that will provide specific information on HPV 16, one 
of the most common high-risk types of HPV associated with cervical cancer. 
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Initiated several formative research activities to assess knowledge and attitudes of the 
public and HPV-infected individuals about HPV healthcare-seeking and sexual behaviors 
and HPV information needs. 

Completed formative research to develop a provider survey that will assess knowledge, 
attitudes and practices regarding HPV diagnoses and treatment and developed a draft 
provider survey and a sampling plan. A package describing the study is under 
development and will be submitted to the Office of Management and Budget (OMB) by 
Septembef 2003. The provider survey will assess perceptions, practice barriers, and 
facilitators regarding HPV risk assessment, testing, treatment, coimseling, and partner 
services. 
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Centers for Disease Control and Prevention 
Report to Congress on Human Papillomavirus: 

Surveillance and Prevention Research 

Human papillomavirus (HPV) is a virus that infects the skin and mucous membranes. More than 
1 00 types have been identified. Some infect the hands and feet causing common warts, while 
others are sexually. transmitted and infect the genital area. Over 30 HPV types infect the genital 
region; some cause' clinically apparent genital warts and also low-grade Papanicolaou (Pap) 
smear abnormalities, but are not associated with cervical cancer and are thus termed “low-risk” 
types. Other types are considered “high-risk” because they can cause cervical and other 
anogenital cancers. However, the vast majority of infections with both high and low risk types 
resolve rvithout treatment and do not lead to abnormal growths or cancer. 

In the United States, approximately 20 million people are infected with genital HPV, and more 
than 5 million new infections occur annually. It is estimated that 50-75 percent of sexually 
active people will acquire genital HPV at some point in their lives making this the most common 
sexually transmitted infection in the United States. Genital HPV infections are not curable; 
however the vast majority resolve without long term consequences. 

On December 20, 2000, Congress passed Public Law 106-554 which included new HPV 
provisions. This legislation requires that the Centers for Disease Control and Prevention (CDC): 

Conduct sentinel surveillance and special studies to determine the prevalence of HPV in 
the United States; 

Conduct behavioral and other research on the impact of HPV-related diagnosis on 
individuals; fonnative research to assist with the development of educational messages; 
surveys of physician and public knowledge, attitudes, and practices about genital HPV 
infection; 

Upon the completion of research and surveys, develop and disseminate educational 
materials for the public and healthcare providers regarding HPV and its impact and 
prevention. 

Provide a progress and final report to Congress. 

A copy of this legislation is included as Appendix A. 


1. Sentinel Surveillance and Special Research Studies 

Surveillance Research Section 317 P (a) (1), authorizes the Secretary, through the Director of 
CDC, to (A) enter into cooperative agreements with states and other entities to conduct sentinel 
surveillance or other special studies that would determine the prevalence in various age groups 
and populations of specific types of HPV at different sites in various regions of the United States 
.... and (B) develop and analyze data fiom the HPV sentinel surveillance system described 
above.” 
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CDC is determining the prevalence of genital HPV infection in the United States in two ways; 

(1) conducting sentinel surveillaiKe for HPV infection among women in selected clinical 
facilities from locations throughout the Um’ted States; and (2) conducting a special study 
incorporating testing for genital HPV infection into the National Health and Nutrition 
Examination Survey "(NHANES). 

(a) Sentinel SurveSllance 

CDC awarded fimds to six health departments to conduct surveillance and monitor genital HPV 
prevalence over time, and examine risk factors associated with genital HPV infection. These six 
health departments, four state and two local, (i.e., Seattle, Washington; Baltimore, Maryland; 
Massachusetts, Colorado, Louisiana, and Los Angeles) are enrolling women in this study 
through 35 clinics. These clinics, which must approve the research before it’s initiated, include 
sexually transmitted disease, family planning, HIV-care, and primary care clinics. 

The 35 clinics are monitored by 12 local Institutional Review Boards (IRBs). In November 

2002, CDC received approval from its IRB for this research, and from January through July 

2003, nine of the 12 local IRB’s approved the research in 32 of the 35 clinical sites. Grantees 
have begun to colleet data in the 32 clinics that have received IRB approval. It is expected that 
data analysis will begin in fall 2004, once 12 months of data are collected from all 35 sites. Data 
analysis will be completed 6 months thereafter. Currently, CDC has received 588 data records 
from five of the six grantees. Of these 588 data records, 47! records are complete, providing 
preliminary data indicating an overall prevalence of 29.7 percent for high-risk types of genital 
HPV (HR-HPV) with a range from 26.1 percent repotted in primary care settings to 38.5 percent 
reported in HIV cate settings. Final analysis of these data are expected to begin in fall 2006, 
once 36 months of data are collected from all 35 sites. This analysis will be completed six 
months thereafter. 

(b) Special Research Studies 

CDC is also conducting a research study on genital HPV prevalence by incorporating HPV 
testing into the procedures of NHANES. This is an ongoing survey designed to be a 
representative sample of the non-institutionalized U.S. civilian population. Three years of 
NHANES data are needed to obtain an adequate sample for estimates of genital HPV prevalence, 

The purpose of this study is: 

To determine prevalence of genital HPV DNA, in vaginal specimens, among a nationally 
representative sample of 14-59 year old women. (Prevalence of gerrital HPV in men is 
difficult to determine because HPV sampling methods in men are not well defined. This 
is currently an area of active research as CDC is collaborating with University of Arizona 
on a research study to detenrtine which genital specimens ate optimal for HPV detection 
in men.) 
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To detemine seroprevalence of antibody to HPV-1 6 among a nationally representative 
sample of 14-59 year old men and women. 

Both genital HPV DNA testing (using vaginal swabs to determine currently detectable infection) 
and blood testing (using seriim to determine past infection) are necessary to establish optimal 
prevalence estimatesibr the U.S. population. A previous CDC study of stored blood collected 
from 1991 to 1994.showed that 18 percent of women and 8 percent of men had HPV-16 
antibodies. In addition, a recent CDC study of stored blood from men and women attending U.S. 
STD clinics from- 1 993 - 1 995 found that 30 percent of women and 1 9 percent of men had HPV- 
1 6 antibody. Because fewer than 60 percent of women vrith HPV - 1 6 DNA have a detectable 
HPV-16 antibody response and because antibody becomes undetectable over time in some 
persons who have been infected, measuring antibody prevalence without simultaneously 
measuring DNA prevalence seriously underestimates total prevalence of HPV-16 infection. 

This study includes the use of self-collected vaginal swabs by women participants, a new 
technique. Therefore, a pilot study was performed to assess the feasibility and evaluation of this 
new technique before the procedure would be included in the national survey. This study was 
approved in July 2001 and conducted from September to December 2001 . The pilot study 
demonstrated that self-collected vaginal swabs were acceptable to women; therefore, specimen 
collection as part of the national survey began in January 2002. 

Three years of data collection are required to have a sample size large enough to be appropriately 
analyzed. In December 2004, the data collection will be completed, and in March 2005,.the data 
will be analyzed. 


Prevention Research 

Section 3 17 P (bXI) directs CDC to conduct prevention research on HPV to include: (a) 
behavioral and other research on the impact of HPV-related diagnosis on individuals; (b) 
formative research to assist with the development of educational messages and information for 
the public, for patients, and for their partners, about HPV; (c) surveys of physician and public 
knowledge, attitudes, and practices about genital HPV infection; and (d) development and 
dissemination of educational materials for the public and health care providers regarding HPV 
and its impact and prevention. 

To meet these requirements, CDC has organized three key activities: (a) a multisite behavioral 
study to better characterize the impact of HPV-related diagnosis on individuals and to assist in 
development of educational messages for patients and their partners; (b) surveys of physician 
knowledge, attitudes, and practices about genital HPV infection; and (c) surveys of public 
knowledge, attitudes, and practices about genital HPV infection. The final activity, development 
and dissemination of educational materials, will be based on the results of the three key 
activities. 
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(a) A multisile behavioral study of the impact of HPV-related diagnosis 

In September 200 1 , CDC funded five, 3-yeat projects to support different, but complementary, 
formative research projects ^ong women vrith high-risk HPV (HR-HPV)-related diagnoses, 
their partners, and the providers who care for them. Three of the projects are being conducted by 
the University of South Carolina, University of Oklahoma Health Sciences Center, and the 
University of South Florida. The other two projects are being conducted by the Los Angeles 
County Health Department and the State of Washington Health Department. The projects are 
being conducted in two phases. The qualitative phase (Phase I) uses focus groups and in-depth 
interviews to assess knowledge, attitudes, behaviors, and the impact of a HR-HPV diagnosis on 
women and their sexual partners. Preliminary data from Phase I are being used to inform the 
development of a quantitative questionnaire to be used in Phase II. This questionnaire rvill assess 
the impact of a HR-HPV diagnosis on women and differences in impact and health care needs 
among different populations of women. 

The qualitative protocols of all five projects were reviewed and approved by the IRB at CDC and 
the local university and project data collection sites. The qualitative phase has been completed 
by two projects (University of South Florida and University of South Carolina). Interim data 
from the University of South Florida and University of South Carolina sites will be available in 
fall 2003, and an interim report is expected to be completed by November 2003. This interim 
report will include data collected from in-depth interviews with African American, Caucasian 
and Hispanic women. Health care providers will focus on knowledge, attitudes, behaviors and 
the impact of a HR-HPV diagnosis on women, and health care providers’ perceptions of .the 
informational needs of HR-HPV positive patients. 

One project (the University of Oklahoma) has been unable to complete the qualitative phase of 
the study due to changes in medical research partnerships. The two other projects began 
recruiting for the qualitative phase in July 2003. A final report on the qualitative phase from all 
five sites is expected in March 2004. 

Preliminary qualitative data from the University of South Florida, the University of Oklahoma, 
and the University of South Carolina indicate a pervasive lack of knowledge about HPV prior to 
diagnosis. Women are largely unaware of the relationship between Pap tests and genital HPV 
infection, and few women understand the link between genital HPV and cervical cancer. 

Women expressed a variety of reactions to their HPV diagnosis, including anger, sadness, fear, 
concerns about treatment options, anxiety about fertility, concerns about impact on fiiture sexual 
activity, and questions about follow-up care. Common questions from HPV -positive women 
related to the nature of, and their acquisition of, HPV: “What is HPV? When did I get HPV? 
Who did I get it from?” Participants in the study expressed concerns about notifying sexual 
partners about their HPV diagnosis, but most were willing to do so. 

The participants received information about genital HPV from several sources, including 
providers, friends, family members, and the Internet. Providers were indicated as a trusted 
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source of information, but women acknowledged that they had additional questions remaining 
after their consultations with providers. 

An initial review of the formative data, suggests that educational messages about genital HPV 
infection must contain simple, understandable definitions of the diagnosis, as well as 
recommendations’ for treatment and follow-up testing. Messages should address questions of 
source of infection, duration of infection, likelihood of progression to cancer, and whether HPV 
has an impact upon fertility. In addition, messages should include suggestions for disclosure to 
male sexual partners, recommendations for medical follow-up for men, and messages about the 
likelihood of, and prevention of, genital HPV transmission to new partners. Finally, messages 
should include statements of the prevalence of genital HPV and suggestions for identifying a 
social support network related to HPV. 

Two of the projects. University of South Florida and University of South Carolina, have begun 
Phase II. Interim Phase II data from the University of South Florida and the University of South 
Carolina sites are expected to be available in summer 2004, and an interim report from these two 
projects is expected to be completed by October 2004. A final report on Phase 11 from all five 
projects is expected in March 2005. The fmal report will contain data from a quantitative 
instrument administered by all sites. Common core elements for the instrument were developed 
from the qualitative research and include the following; HPV knowledge; counseling information 
received from health care providers after a HR-HPV diagnosis; often used, most trusted, and 
preferred sources for HPV educational information; disclosure of HPV diagnosis; sexual history, 
practices and behaviors; partners’ responses to HPV diagnosis; emotional impact of a HR-HPV 
test result; and HPV vaccine acceptability. The study population for Phase II will include 
African American, Caucasian, Hispanic, Asian and American Indian HR-HPV positive and 
negative women. Data analysis will compare women by ethnicity, time since HR-HPV 
diagnosis, and HR-HPV status. 

Findings from all five projects will be used to assist with the development of educational 
messages and information about HR-HPV for the public, patients, and their partners. 

(b) Surveys of Physician Knowledge, Attitudes, and Practices about Genital HPV Infection 

In September 2001 , CDC awarded a contract to assess providers’ knowledge, attimdes, and 
practices related to genital HPV infection; to assess providers’ perceptions of risks and benefits 
of HPV testing and counseling; to determine barriers and facilitators to appropriate HPV 
prevention, testing, and counseling practices; and to assess perceptions about offering HPV 
testing and counseling in the future. The survey consists of three phases. 


Phase 1 , has been completed. This phase included a series of key informant interviews with 
researchers, clinicians, and representatives from organizations and agencies with an interest in 
genital HPV. 
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Phase 2, which has also been completed, included a subsequent series of focus groups and in- 
depth interviews with health care providers. The purpose of the focus groups and in-depth 
interviews was to inform the development of Phase 3, a national survey of a large number of 
physicians from a variety of, practice settings. The data from the focus group interviews are 
currently being analyzed and a summary of the findings will be available in fall 2003. 

Phase 3 will focuson health care provider knowledge, attitudes, and practices relative to adult 
and adolescent men and women who are at risk for HPV infection, those who have genital warts, 
and those with a positive HR-HPV test. The sample will include primary care providers caring 
for sexually active patients infected with or at risk for acquiring genital HPV infection, and 
specialty care providers managing patients with genital warts, patients with genital HPV 
infection, and women with low-grade cervical cytologic abnormalities. A variety of other 
provider types, including nurse practitioners, nurse-midwives, and physician assistants will be 
included. Pilot testing was recently completed and the survey will be ready to submit to OMB 
for clearance by September 2003. We anticipate the OMB review process to be complete by 
January 2004, and the initiation of the survey to begin in February 2004. Data collection should 
be completed by June 2004, with data entry and analysis completed by October 2004. A final 
report should be available in February 2005. 

(c) Surveys of the Public’s Knowledge, Attitudes, and Practices about Genital HPV Infection 

Across the Um’ted States, CDC will conduct focus groups with members of the general public 
stratified on gender, age, and ethnicity to assess the diversity of perceptions and information 
needs about genital HPV infection. The focus groups will provide information on knowledge, 
attitudes, perceptions, and behavioral intent related to genital HPV infection. In addition, the 
groups will provide preferences for receiving information about genital HPV infection (i.e., 
communication chaimels, media, format, frequency, and timing). 

In August 2003, focus group testing started in six states: California, Texas, Kansas, 
Pennsylvania, Georgia, and Florida. Thirty-six focus groups will be held overall, in six states 
(three in rural areas and three in urban areas). The purpose of the focus groups is to gain an 
understanding of the diversity in HPV-related knowledge, attitudes, perceptions, and behavioral 
intent among the general population. In addition, the focus groups will provide information 
about the general public’s preferences for receiving HPV information (i.e., communication 
channels, media, tone, fonnat, frequency, and timing). It is anticipated that a preliminary report 
of focus group findings with the general public will be available in November 2003 and a final 
report available in December 2003. 

(d) Development and dissemination of educational materials. 

Materials for patients, partners, and the general public 

As outlined in the above sections, the formative research related to knowledge, attitudes and 
practices of patients, partners, and the general public will be available by March 2004. During 
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April through June 2004, CE>C will synthesize the research findings and formulate a plan for 
developing and disseminating educational infonnation to these three target populations. In 
addition to educational content, the fonnative research findings will help determine the types of 
materials to develop, the “tone” of the materials, the format, communication channels, the timing 
and frequency of distribution, credible sources of information, etc. 

Because of the expense and delay in using the results to develop educational materials, 
conducting a large" national survey of the general population does not appear to be warranted. It 
is unlikely that this information would add substantially to the information gained through the 
formative research, and the estimated cost for such a survey would likely exceed $1 million. 
Also, focus group and in-depth interview information typically provides better information for 
developing effective educational materials than a large survey. For these reasons, CDC does not 
recommend conducting a survey of the geireral public’s knowledge, attitudes and practices 
related to genital HPV infection as a prelude to developing educational materials. The 
development of education materials for patients, partners, and the general public is expected to 
be completed by December 2004. Shortly thereafter, CIXJ will begin to disseminate the 
educational materials and to evaluate their impact in the primary audiences. 

Materials for providers 

Determining the HPV knowledge, attitudes, and practices of health care providers is more 
complicated and detailed than developing materials for patients, partners, and the general public. 
The health care provider assessment must include knowledge of the etiology of genital HPV, 
screerring practices, treatment recommendations, as well as counseling practices with patients 
and their partners. Formative research with this group has already been conducted and analyzed, 
and the quantitative research results will be available in January 2005. Subsequently, the 
development of appropriate, effective educational materials for health care providers should be 
completed by June 2005. 

3. Final Report 

Upon completion of the surveillance, research, and surveys described above, CDC will issue a 
final report describing significant findings. Using these findings, and other available scientific 
information, the report will address the best strategies for prevention of future genital HPV 
infection in the United States. CDC expects that the report should be available in summer of 
2007. 

A copy of the entire timeline is included in the report as Appendix B. 
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APPENDIX A 


4 STA 2763 AB72 PUBLIC LAW 1 06-554 

SEC. 516; (a) HUMAN PAPILLOMAVIRUS. Part B of Utle III of the Public Health Services 
Act (42 U.S.C. 24>3 et seq.) is amended by inserting before section 31 8 the following section: 

HUMAN PAPILLOMAVIRUS SEC. 3I7P. (a) SURVEILLANCE. 

(1) IN GENERAL. The Secretary, acting through the Centers for Disease Control and 
Prevention, shall: 

(A) enter into cooperative agreements with States and other entities to conduct sentinel 
surveillance or other special studies that would determine the prevalence in various age groups 
and populations of specific types of human papillomavirus (referred to in this section as HPV) in 
different sites in various regions of the United States, through collection of special specimens for 
HPV using a variety of laboratory-based testing and diagnostic tools; and 

(B) Develop and analyze data from the HPV sentinel surveillance system described in 
subparagraph A 

(2) REPORT. — The Secretary shall make a progress report to the Congress with respect to 
paragraph (1) no later than 1 year after the effective date of this section. 

(b) PREVENTION ACTIVITIES; EDUCATION PROGRAM 

(1) IN GENERAL. The Secretary, acting through the Centers for Disease Control and 
Ihevention, shall conduct prevention research on HPV, including 

(A) behavioral and other research on the impact of HPV-related diagnosis on 
individuals; 

(B) formative research to assist with the development of educational messages 
and information for the public, for patients, and for their partners about HPV ; 

(C) surveys of physician and public knowledge, attitudes, and practices about 
genital HPV infection; and 

(D) upon the completion of and based on the findings imder subparagraphs (A) 
through (C), develop and disseminate educational materials for the public and 
health care providers regarding HPV and its impact and prevention. 

(2) REPORT; FINAL PROPOSAL. The Secretary shall make a progress report to 
the Congress with respect to paragraph 

(1) not later than 1 year after the effective date of this section, and shall develop a 
final report not later than 3 years after such effective date, including a detailed 
summary of the significant findings and problems and the best strategies to 
prevent future infections, based on available science. 
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(c) HPV EDUCATION AND PREVENTION. 

(1) IN GENERAL. iTie Secretary shall prepare and distribute educational materials for 
health care providers and the public that include information on HPV. Such materials 
shall address 

(A) ' modes of transmission; 

(B) consequences of infection, including the link between HPV and cervical 
cancer; 

(C) the available scientific evidence on the effective-ness or lack of effectiveness 
of condoms in preventing infection with HPV; and 

(D) the importance of regular Pap smears, and other diagnostics for early 
intervention and prevention of cervical cancer purposes in preventing cervical 
cancer. 

(2) MEDICALLY ACCURATE INFORMATION. Educational material under 
paragraph (1), and all other relevant educational and prevention materials prepared and 
printed from this date forward for the public and health care providers by the Secretary 
(including materials prepared through the Food and Drug Administration, the Centers for 
Disease Control and Prevention, and the Health Resources and Services Administration), 
or by contractors, grantees, or subgrantees thereof, that are specifically designed to 
address STDs including HPV shall contain medically accurate information regarding the 
effectiveness or lack of effectiveness of condoms in preventing the STD the materials are 
designed to address. Such requirement only applies to materials mass produced for the 
public and health care providers, and not to routine conununications. 

Sec. 516 (b) LABELING OF CONDOMS. The Secretary of Health and Human Services 
shall reexamine existing condom labels that are authorized pursuant to the Federal Food, 
Drug, artd Cosmetic Act to determine whether the labels are medically accurate regarding 
the overall effectiveness or lack of effectiveness of condoms in preventing sexually 
transmitted diseases, including HPV. 
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Appendix B 


Human Papillomavirus Timeline for Surveillance and Prevention Research 
August 2003 


1) Sentinel Surveillance and Special Research Studies 

(a) Sdntinel Surveillance 

Prelirhinarv data analysis - fall 2004 
Final data analysis - fall 2006 

Expected content: Analysis of HPV prevalence over time, and risk factors 
associated with HPV infection. 

(b) Special Research Studies 

Data collection completed - December 2004 
Data analyzed - March 2005 

Expected content: Prevalence of genital HPV DNA, in vaginal specimens, 
among a nationally representative sample of 14-59 year old women, and 
seroprevalence of antibody to HPV-16 among a nationally representative sample 
of 14-59 year old men and women. 

2) Prevention Research 

(a) Multisite behavioral study of the impact of HPV-related diagnosis 
Phase I 

Data first available - Fall 2003 
Interim Report- November 2003 

Expected content/Limitations - Results from focus groups and in-depth 
interviews held at the University of South Florida and University of South 
Carolina sites only. Will include knowledge, attitudes, behaviors and impact of 
high risk HPV (HR-HPV) diagnosis on women; and health care providers’ 
perceptions of the informational needs of HR-HPV (+) patients. Population 
includes African Americans, Caucasians and Hispanics. 

Final Data 

Final Report - March 2005 (for all sites) 

Expected Content - Data will contain information on knowledge, attitudes, 
behaviors and impact of HR-HPV diagnosis on women and their male sexual 
partners. Data obtained from focus groups and in depth interviews with African 
American, Caucasian, Hispanic, Asian, and American Indian women, men and 
adolescents. Data will also include information on health care providers’ 
perceptions of the informational needs of HR-HPV (+) patients from a focus 
group conducted with health care providers at the South Carolina site. 
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Phase 2 

Data first available - summer 2004 
Interim Report - October 2004 

Expected content/limitations - Data vrill include preliminary findings from 
University of South Florida and University of South Carolina sites only. Data 
obtained from common quantitative instrument administered by all sites. 
Population will include HR-HPV (+) and (-) African American, Caucasian, 
Hispanic and American Indian women. 

Final Data 

Final Report - March 2005 (for all sites) 

Expected Content - Data will contain infonnation from a common quantitative 
instrument administered by all sites. Core elements for the instrument were 
developed from the qualitative research and include the following: HPV 
knowledge; counseling information received from health care providers after a 
HR-HPV diagnosis; often used, most trusted, and preferred sources for HPV 
educational information; disclosure of HPV diagnosis; sexual history, practices 
and behaviors; partners' responses to HPV diagnosis; emotional impact of HR- 
HPV (+) and (-) women. Data analysis will compare women by ethnicity, women 
at varying times since diagnosis, and women by HR-HPV status. 

(b) Surveys of Physician Knowledge, Attitudes, and Practices about Genital HPV 
Infection 

Initiation of survey - February 2004 
Data collection - June 2004 
Data analysis completed - June 2004 
Preliminary report - December 2004 
Final Report - February 2005 

Expected Content - Completion of the provider survey to assess providers’ 
knowledge, attitudes, and practices related to HPV; to assess providers’ 
perceptions of risks and benefits of HPV testing and counseling; to determine 
barriers and facilitators to appropriate HPV prevention, testing, and counseling 
practices; and to assess perceptions about offering HPV testing and counseling 
in the future. 

(c) Surveys of the Public's Knowledge, Attitudes, and Practices about Genital 
HPV Infection 

Preliminary Report - November 2003 
Final Report - December 2003 

Expected Content - Summary of focus group results The report will include 
information on the general public’s HPV-related knowledge, attitudes and current 
practices, as well as information on preferred communication channels, message 
tone, and credible sources of information. 
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3) 


Develop and Disseminate Educatfonal Materials 

Materials for patients, partners, and the general public 
Completion of materials - December 2004 

Matenals for Providers 



Date of report - summer 2007 
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Executive Summary 


Genital human papillomavirus (HPV) infection is the most common sexually transmitted disease 
(STD) in the United States and is of increasing public health concern, yet no prevention programs 
have been established. Certain HPV types cause abnormal Pap smears and are etiologically related 
to cervical, vulvar, anal, and penile cancers; other types cause genital warts, recurrent respiratory 
papillomatosis, and low-grade Pap smear abnormalities. Recommendations for programmatic ac- 
tivities, prevention research, and evaluation were developed by a group of invited experts who met 
in Atlanta on April 13-14, 1999. This consultation on “Prevention of Genital HPV Infection and 
Sequelae” was cosponsored by CDC’s Division of STD Prevention (DSTD), National Center for 
HIV, STD, and TB Prevention (NCHSTP); Division of Cancer Prevention and Control (DCPC), Na- 
tional Center for Chronic Disease Prevention and Health Promotion (NCCDPHP); Division of Viral 
and Rickettsial Diseases (DVRD), National Center for Infectious Diseases (NCID); and the Ameri- 
can Cancer Society (ACS). Discussions were focused around key questions for seven topics perti- 
nent to prevention of genital HPV infection and sequelae: the role of HPV testing in cervical cancer 
screening, cancer screening in adolescents, non-vaccine approaches to primary prevention of HPV 
infection, preparedness for prophylactic HPV vaccines, public and provider awareness, prevention 
of anal cancer, and surveillance for HPV and cancer. Following a summary of the discussion of the 
issues in each core topic area, recommendations are listed. These include recommendations (sum- 
marized below) for programmatic public health/prevention activities ready for implementation in 
the near future as well as recommendations for prevention research or other evaluation activities. 
While these recommendations were made primarily as suggestions for CDC and ACS, many are 
also relevant for other organizations interested in prevention of genital HPV or related sequelae 
(e.g., the National Institutes of Health). The intent of this report is to stimulate long-term collabora- 
tive efforts among a variety of organizations. 

Summary of Recommendations for Public Health/Prevention 
Activities for Genital HPV Infections and Sequelae 

1. Role of HPV testing in cervical cancer screening 

a. CDC and ACS should acknowledge usefulness of HPV testing as an option in triage of 
women with ASCUS Pap smears. 

b. CDC or ACS should facilitate a meeting to review cervical cancer prevention modeling 
and assess cost-effectiveness of different strategies. 

2. Cervical cancer screening in adolescents 

a. Because the large majority of cervical lesions in adolescents are self-limited, in those with 
low-grade cytologic abnormalities (e.g., ASCUS, LSIL) consideration should be given to 
conservative follow-up by repeat Pap smear rather than triage by HPV testing or early 
colposcopy/biopsy. 

b. CDC and ACS should recommend that the cytology should be collected first when Pap 
smear screening is conducted concurrently with STD testing. 
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3. Non-vaccine modalities for primary prevention of genital HPV infection 

a. Given the uncertainties about prevention of transmission of genital HPV to sexual 
partners, a standard script for providers to use in education /counseling should be devel- 
oped and used. 

4. Preparedness for prophylactic HPV vaccines - none ready for implementation. 

5. Provider, patient, and public awareness 

a. CDC, ACS, and other professional organizations should draft and disseminate a consen- 
sus statement for use in professional educational materials of what has been scientifically 
established about genital HPV (as well as what is not known). 

b. In conjunction with provider materials, patient educational materials should be developed 
and distributed. 

6. Anal Cancer - none ready for implementation. 

7. Surveillance for genital HPV infection and sequelae 

a. Routine disease reporting of all genital HPV infections or for any specific types is not rec- 
ommended at this time. 

b. CDC should conduct further analysis of the experience with genital warts reporting in 
various states to guide future directions in genital warts surveillance. 

c. Because routine reporting of CIS could be a useful adjunct to cancer surveillance, espe- 
cially as HPV vaccine programs are implemented, problems encountered by SEER in the 
past should be examined and alternative approaches considered. 

d. Surveillance for HPV-related cancers should be enhanced in ways that contribute to un- 
derstanding the causative role of HPV infection and prevention strategies (e.g., special 
studies using population-based cancer registries to ascertain sexual preference for men 
with anogenital cancers). 

Summary of Research/Evaluation Priorities for Prevention of 
Genital HPV Infections and Sequelae 

1. Role of HPV testing in cervical cancer screening 

a. demonstration projects to evaluate feasibility/cost-effectiveness of HPV testing for triage 
(high priority) 

b. HPV testing for triage in targeted high-risk populations (high priority) 

c. HPV testing in primary screening in developed countries (high priority) 
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d. HPV testing in primary screening in developing countries (high priority) 

e. HPV testing in follow-up of untreated CIN 1 and treated CIN 2/3 (intermediate priority) 

2. Cervical cancer screening in adolescents 

a. natural history of CIN 2 (prospective) and CIN 3 (comparative laboratory studies) in 
adolescents (high priority) 

b. long-term reproductive complications of ablative therapy in adolescents (high priority) 

c. long-term behavioral complications of ablative therapy in adolescents (intermediate 
priority) 

d. feasibility of recommending initiating Pap smear screening based on coitarche 
(intermediate priority). 

e. relative importance of rapidly progressive cancer in younger women (low priority) 

3. Non-vaccine modalities for primary prevention of genital HPV infection 

a. assessment of HPV endpoints in ongoing condom and microbicide studies of STD/HIV 
prevention (high priority) 

b. efficacy of promotion of behavior change (reduction of partner number, etc.) to prevent 
HPV (high priority) 

c. definition of laboratory markers of genital HPV infectiousness (intermediate priority) 

d. benefit of treatment in preventing HPV transmission (intermediate priority) 

e. assessment of risk factors for persistent HPV infection and its role in transmission (interme- 
diate priority) 

4. Preparedness for prophylactic HPV vaccines 

a. assessment of rates and risk factors for HPV incidence, prevalence, and persistence in 
men (high priority) 

b. development of better sampling/ testing methods for incident HPV infection, including 
self-sampling (high priority) 

c. marketing research among the general public and providers about HPV vaccine accept- 
ability (high priority) 

d. modeling studies of HPV transmission to target immunization programs (high priority) 

e. cost-effectiveness studies of HPV vaccines, including types 6/1 1 (high priority) 

f. studies of more convenient routes of delivery and dosing schedules of HPV vaccines (high 
priority) 
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g. following efficacy trials, immunogenicity studies in other groups (men, young teens, STD 
clinics) (high priority) 

h. following licensure, studies of behavioral impact of vaccine use (high priority) 

5. Provider, patient, and public awareness 

a. surveys of provider knowledge, attitude, and practices (intermediate priority) 

b. assessment of counseling/education needs of patients/partners and alternative methods 
(high priority) 

c. determination of psychosocial impact of diagnoses of HPV and of disclosure to partners 
(intermediate priority) 

d. surveys of knowledge and attitudes of the general public (intermediate priority) 

e. pilot public education programs to assess optimal form and content and drawbacks of 
messages (high priority) 

6. Anal cancer prevention 

a. multicenter study of natural history and effectiveness/complications of therapy of anal 
LSIL and HSIL (high priority) 

b. anal Pap smear reproducibility, interobserver variability, optimal sampling technique, 
predictive value (high priority) 

c. assessment of role of HPV testing in anal cancer screening and triage of abnormal Pap 
smears (intermediate priority) 

d. assessment of risk factors for anal cancer in women and heterosexual men (intermediate 
priority) 

7. Surveillance for genital HPV infection and sequelae 

a. population-based serosurveys enhanced by collection of mucosal swabs for DNA 
detection (high priority) 

b. sentinel approach for surveillance of HPV-related disease (high priority) 

c. enhance surveillance for JORP to better understand risk factors for transmission (high 
priority) 

d. expand/redefine ICD and CPT codes to capture better data on HPV-related procedures 
(intermediate priority) 

e. collaborate with organizations with electronic clinic databases to monitor genital warts 
trends (intermediate priority) 
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Introduction 


Genital human papillomavirus (HPV) infections are sexually transmitted infections of increasing 
public health importance. Known for years as the cause of genital warts, there is a growing body of 
evidence demonstrating the etiological association with a variety of anogenital cancers. Further- 
more, genital HPV infections are widespread among adults who have been sexually active and are 
estimated to have the highest incidence of any sexually transmitted disease (STD) in the U.S.'. Al- 
though cervical cancer screening programs have been implemented in the U.S. and other devel- 
oped countries for decades, public health agencies have not established programs for primary 
prevention of genital HPV infection nor attempted to modify existing cancer prevention programs 
to take advantage of the associated role of HPV^. 

With the steady progress being made against bacterial STD and the increasing recognition of the 
widespread prevalence of viral STD such as genital herpes and genital HPV infection, the Centers 
for Disease Control and Prevention (CDC) has initiated a Viral STD Prevention Initiative to system- 
atically evaluate possible control strategies and a prevention research agenda for these infections. 
As part of this process, CDC’s Divisions of STD Prevention (DSTD), Cancer Prevention and Control 
(DCPC), and Viral and Rickettsial Diseases (DVRD) and the American Cancer Society (ACS) 
co-sponsored an expert consultants’ meeting on April 13-14, 1999 on “Prevention of Genital HPV 
Infection and Sequelae”. Invited participants included 36 external consultants and 24 participants 
from CDC or ACS with expertise in the biology and epidemiology of HPV, clinical management, 
laboratory sciences, behavioral sciences, health education, health services research, and STD and 
cancer prevention program implementation and development. The meeting was organized around 
three workgroups during which participants discussed key questions in seven selected core topic ar- 
eas pertinent to prevention of genital HPV infection and sequelae: the role of HPV testing in cervi- 
cal cancer screening, cancer screening in adolescents, non-vaccine approaches to primary 
prevention of HPV infection, preparedness for prophylactic HPV vaccines, public and provider 
awareness, prevention of anal cancer, and surveillance for HPV and cancer. It should be noted that 
other important topic areas were not considered for specific workgroup discussion (e.g., inaeasing 
coverage of Pap smear screening in the population, treatment of HPV-related disease) because of 
lack of time and the perception that they would be more effectively addressed in other settings. 

This report is organized around the seven core topic areas and represents the collective delibera- 
tions and recommendations from the workgroups and a concluding discussion session including all 
participants. Following a summary of the discussion of the issues in each core topic area, recom- 
mendations are listed. These include recommendations for programmatic public health/prevention 
activities ready for implementation in the near future as well as recommendations for prevention re- 
search or other evaluation activities. While these recommendations were made primarily as sugges- 
tions for CDC and ACS, many arc also relevant for other organizations interested in prevention of 
genital HPV or related sequelae (e.g., the National Institutes of Health). The future response to these 
recommendations will optimally be collaborative among a variety of organizations, and it is hoped 
that this report will serve as a stimulus for such long-term collaborative efforts. 
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Overview 


Papillomavirases are members of the papovaviridae family of DNA viruses, all of which are con- 
sidered tumor viruses because of their ability to immortalize normal cells. They are species-specific 
and occur in a wide variety of vertebrates, where they cause benign and malignant epithelial prolif- 
erations. Because papillomaviruses complete their life cycle only in fully differentiated epithelial 
cells, they are difficult to propagate in cell culture, which has limited the study of their life cycle, im- 
munology, transmission dynamics, diagnosis, and therapy. The initial lack of well-characterized vi- 
ral antigens also means that, in contrast to most other viruses, papillomavirus taxonomy is based on 
DNA homology rather than antigenic diversity^- For HPV, more than 100 different tr/pes have 
been detected, over 80 of which have been well-characterized by genomic sequencing, with differ- 
ent types defined as having < 90% homology with DNA sequences of LI (HPV Nomenclature 
Committee, 16* International Papillomavirus Conference, Quebec, 1998) . Approximately 30 types 
cause infection of genital mucosal sites, and these genital types are generally characterized as 
“high-risk” types (e.g., HPV 16, 18, 31, 33, 35, 39, 45, 51, 52), which are associated with low- and 
high-grade squamous intraepithelial lesions (LSIL and HSIL) and invasive cancer, and “low-risk” 
types (e.g. , HPV 6, 1 1 , 42, 43, 44), which are primarily associated with genital warts, LSIL, and re- 
current respiratory papillomatosis (RRP)^'^. 

The sequela of genital HPV infection of greatest public health importance is cervical cancer. For 
over a century, epidemiologic studies have indicated a relationship between cervical cancer and 
sexual activity, with consistent associations with age of onset of sexual activity, multiple sexual part- 
ners, and contact to “high-risk” males, men with multiple partners or prior partners with genital 
neoplasia^ '®. During the past 50 years, there have been ongoing attempts to identify a sexually 
transmitted agent responsible for these observations, and associations can be found with most sexu- 
ally transmitted bacteria and viruses. Over the last 15 years, however, the central role of HPV in the 
pathogenesis of cervical cancer has been firmly established. High-risk types of HFV are found in ^ 
93% of cervical cancers worldwide, with HPV 16 present in 50% and HPV 18, 31, and 45 in an- 
other 30%’ ’■ and case-control studies from several areas have demonstrated odds ratios for HPV 
detection in cervical cancer of 15-46^- Furthermore, high-grade cervical intraepithelial neoplasia 
precursor lesions (e.g., CIN 2 and 3) have similarly high rates of the same HPV types (5, 6, 13, 14), 
and prospective studies have demonstrated a plausible temporal relationship, with infection with 
high-risk HPV types consistently preceding development of CIN 2/3 13, 15, 16). Finally, the 
epidemiologic data are supported by laboratory studies demonstrating that high-risk HPV types 
contain genomic sequences with oncogenic activity, E6 and E7, which are consistently retained and 
expressed in cancers. Integration of HPV into cellular DNA occurs in the majority of cancers. This 
event generally disrupts the HPV E2 transcription regulatory gene and enhances stability of HPV 
mRNA by attaching it to cellular sequences. Either of these events may lead to increased expression 
of the E6 and E7 proteins. They, in turn, affect cell growth by binding with cellular tumor suppres- 
sion proteins, E6 with p53 and E7 with the retinoblastoma gene product, causing their inactivation 
and ultimately the disruption of normal cell cycle controP- *’. 

This body of epidemiologic and laboratory data is sufficiently strong that the Internationa! 
Agency for Research on Cancer and the National Institutes of Health have concluded that high-risk 
genital HPV types act as carcinogens in the development of cervical cancer* While infection with 
high-risk types appears to be “necessary” for the development of cervical cancer, it is not “suffi- 
cient” in that cancer does not develop in the vast majority of infected women*- raising questions 
about other possible co-factors, including smoking, hormonal exposure (e.g., multiparity and 
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prolonged oral contraceptive use), nutritional deficiency, HLA haplotypes, other genital tract infec- 
tions, and immunodeficiency, especially HIV infection®. The data supporting the role of HPV in 
other anogenital cancers are more limited, although a large proportion of anal, as well as a subset of 
vulvar, vaginal, and penile cancers are also associated with high-risk HPV® 

Because genital HPV infection is not a reportable condition, assessments of its magnitude are de- 
rived by extrapolation from epidemiological studies measuring current infection by detection of 
HPV DNA, with the most sensitive method being the polymerase chain reaction (PCR) technique, 
and approximating lifetime infection by measuring HPV antibody in serologic assays. While results 
have varied by population studied and sampling and detection methods used, overall they indicate 
that among sexually active women, over 50% have been infected with one or more genital HPV 
types, approximately 15% have evidence of current infection, 50-75% of which is with high-risk 
types, and 1% have genital warts'® These findings are supported by a recent study of incident 

HPV infection in young women, which documented a 36-month incidence rate of 43%“. Men have 
been less well-studied, in part because sites and methods of mucosal sampling are less well-stan- 
dardized. Levels of current infection in men as measured by PCR appear to be similar to women'®’ 

while levels of lifetime infection as measured by serum antibody appear to be lower in men, pos- 
sibly related to gender differences in the development of antibody after infection^® A recent as- 
sessment of the magnitude of various STD in the U.S. estimated an annual incidence of genital HPV 
infection of 5.5 million and a prevalence of current infection (detectable HPV DNA) of 20 million' . 
The majority of infections with all types appear to be subclinical, detectable neither by physical 
exam nor cytology, but only by the use of HPV DNA detection tests’® 

The disease burden created by genital HPV infection is high. Worldwide, there are estimated to 
be 400,000-500,000 cases of cervical cancer per year'® Most cases occur in developing coun- 
tries without cervical cancer prevention activities; however, even in industrialized countries, where 
rates have fallen by up to 75% since the introduction of Pap smear screening programs, the disease 
burden is still considerable'®^®. In the U.S., for example, incidence rates are currently 8.3/100,000, 
with approximately 14,000 cases and 5000 deaths annually, despite the performance of an esti- 
mated 50 million Pap smears per year. In addition, as a result of these screening activities, an esti- 
mated 2.5 million Pap smears with low-grade abnormalities (e.g., atypical squamous cells of 
undetermined significance-ASCUS, atypical glandular cells of undetermined significance-AGUS, 
and LSIL) and 200,000-300,000 Pap smears with HSIL are detected annually in the U.S. While 
these lesions cause no clinical morbidity apart from that resulting from treatment, their magnitude is 
important because of the health care costs they generate®'- Despite the absence of prevention 
programs, the incidence of other HPV-related cancers are 5-10 fold lower than that of cervical 
cancer®®, with the exception of anal cancer in homosexual men, which was estimated to be 
12-35/100,000 prior to the onset of the AIDS epidemic and which may be higher now®®- Esti- 
mates for genital warts are less precise than those for cancer because of the absence of case report- 
ing and because they often recur after treatment; however, limited data suggest that in the U.S. 
incidence rates may be as high as 100 per 100,000®® with a prevalence of 1 .4 million'®. Finally, esti- 
mates for RRR a disease of both children and adults in which papillomas of the larynx and upper re- 
spiratory tract cause hoarseness and respiratory obstruction, are similarly imprecise, with estimated 
incidence rates of 0.4 to 1 .2 per 100,000 children®'. Only limited attempts have been made to esti- 
mate the annual cost burden of genital HPV infection in the U.S. Existing estimates range from $1.6 
billion to $6 billion, making genital HPV the second most costly STD after HIV infection; these esti- 
mates do not include costs for management of RRR indirect costs (i.e., lost time and wages), or in- 
tangible costs (e.g,, emotional pain, anxiety, disrupted relationships)®'-®®®®. 

Factors associated with genital HPV infection in women have been evaluated in a large number 
of cross-sectional studies. Although smoking, pregnancy, and use of oral contraceptives have been 
variably associated with genital HPV infection, the most consistent predictors have been various 
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parameters of sexual activity. The lifetime number of sex partners has been associated with both 
current and lifetime infection in most studies which have addressed this question^'*' How- 

ever, several reports have emphasized that number of partners in more recent timeframes is even 
more highly associated with current infection''^ and that the number of partners of the sex part- 
ner(s) is an additional risk factor^^- Studies in men are more limited, but they suggest similar asso- 
ciations with sexual activity^'*- While non-sexual routes of transmission of genital HPV infection 

via fomites, non-sexual contact, or vertical transmission are plausible^’ and supported by some but 
not all serological studies in children““^, cervical HPV infection has been rarely detected in virginal 
females^^'”, and it is generally accepted that most genital HPV infections are transmitted by sexual 
activity’'- Alternatively, the likely mode of transmission for RRP is upper respiratory tract exposure 
to infected genital mucosa, at the time of delivery in juvenile-onset disease and presumably through 
oral-genital sexual contact for adults^ 

Of importance, an increasing body of data suggests that the majority of type-specific genital HPV 
infections are only transiently detectable by DNA detection techniques. Most studies have noted an 
inverse relationship of age with infection as measured by detection of HPV DNA. Peak rates are 
found in women <,25 years old, which is speculated to result from clearance of infection over time 
in most women as an effective immunologic response is induced'- ® , Although questions 

remain as to whether HPV infection which becomes non-detectable by PCR has completely re- 
solved or may intermittently reactivate^**, median duration of incident infection is reported to be 8 
months, with rates of persistence of only 30% after 1 year and 9% after 2 years^^. Because women 
with persistent infection, especially those with high-risk types, are at greater risk for developing 
Qlfvjis, 26, 40, 65 lesions which persist rather than regress’*, defining determinants of persis- 

tence is important in assessing which of the many women with HPV infection are at most risk of sub- 
sequent sequelae. Studies to date suggest that infection with high-risk and multiple types of HPV 
and older age are associated with persistent infection'*- **. 
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Recommendations From The Workgroups 


1 . Role of HPV testing in cervical cancer screening 
Background 

With the recognition of the etiologic role of high-risk types of genital HPV infection in cervical 
cancer, there has been an intense focus on the use of HFV diagnostic tests in cervical cancer preven- 
tion activities. Interest has focused primarily in three areas: triage of women with low-grade Pap 
smear abnormalities, primary screening, and follow-up of women with confirmed CIN. All three 
uses are based upon the association of high-risk HPV types with high-grade precursor lesions. Eval- 
uations of these strategies have used both non-amplified and PCR-based testing, although the re- 
cent development and FDA approval of a more sensitive signal amplification assay, Hybrid Capture 
II (HC-II, Digene), should enhance standardized evaluation of these strategies and make reproduc- 
ible use in clinical settings mote feasible. 

The most comprehensively evaluated area is HPV testing for triage of low-grade Pap smear ab- 
normalities (e.g., ASCUS, AGUS, and LSIL). Although the majority of women with these cytologic 
findings have normal histology or lesions which are likely to regress (CIN 1), a minority (5-20%) will 
have CIN2/3, representing the majority of high-grade lesions in some settings”'®. Current manage- 
ment recommendations for women with low-grade abnormalities offer several options, including 
follow-up Pap smear evaluation with colposcopy only for those with persistent abnormalities or im- 
mediate colposcopy for all women^h Neither approach is ideal. Routine colposcopy is costly and 
generates a large number of unnecessary procedures, while the follow-up Pap smear approach 
may result in women being lost to follow-up and lower cost-effectiveness, and both approaches may 
produce anxiety pending completion of the evaluation^'' 

A third option, HPV testing with colposcopy only for those with high-risk types identified, has also 
been recommended “for physicians who understand its limitations”^', but has not been widely 
accepted^^'™ because of variation of earlier generations of commercially available tests in sensitivity 
for detection of CIN2/3 (56-93%) and cost-effectiveness"- The current generation HC-II test 
has an expanded number of high-risk HPV types and a lower detection threshold for HPV DNA, giv- 
ing it a level of sensitivity similar to that of PCR”. It uses a battery of probes to detect presence of any 
of a group of 13 high-risk types (16, 18, 31, 33, 35, 39, 45, 51, 52, 56, 58, 59, 68) and any of a 
group of low-risk types (6, 11, 42, 43, 44); it does not allow identification of specific HPV types. 
Published reports of its performance”- including the largest evaluation to date of HPV testing for 
triage”, demonstrate high sensitivity (approximately 90%) and acceptable specificity (40-65%) for 
detection of CIN2/3 for women with ASCUS; similar results have been found in women with 
AGUS®. Test specificity and positive predictive value for detecting CIN2/3 are lower in settings 
where the prevalence of HPV infection is higher, such as younger women or those with LSIL®''®. 
The strategy of obtaining a sample at the time of the initial Pap smear to save for possible HPV test- 
ing is feasible using either liquid-based cytology media (PreservCyt fluid, Cytyc Corporation) or a 
vial of sample transport media specific for HPV testing. This allows “reflex HPV testing” (testing only 
the samples from women whose Pap smears are found to be abnormal) without a return visit®" 
although does require appropriate sample collection and storage procedures. The use of HPV test- 
ing for triage is being further evaluated in two large ongoing randomized trials in the U.S. and the 
U.K. which are comparing the three management strategies and which should provide even more 
information on their relative clinical value ® . Because HPV testing for triage largely serves to 
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enhance cost-effectiveness of care and reduce patient anxiety™' these RCTs will include cost-ef- 
fectiveness analyses to complement those cuiienfly underway”. Potential anxiety generated by 
HPV testing (when a patient and her partner are told they have or have been exposed to an incur- 
able STD) will need to be considered in both clinical use and cost-effectiveness analyses™' 

HPV testing for primary cancer screening is a more complex issue, but one with potentially 
greater benefit. Used as an adjunct to the Pap smear, if has the potential of increasing sensitivity and 
specificity of primary screening, and, more importantly, enhancing cost-effectiveness by lengthen- 
ing the screening interval and determining when screening can be stopped altogether, especially 
among older women™- Of even greater importance is the possibility that it could be an alter- 

native to the Pap smear for accessing women not currently being reached by Pap smear screening. 
In developed countries, ease of collection via vaginal swab could facilitate screening in clinic settings 
where pelvic examinations are not routinely available or acceptable or in non-clinic-based settings 
by outreach workers™. In developing countries without Pap smear screening programs, intermittent 
or even once in a lifetime HPV testing might be more feasible and cost-effective than cytologic 
screening™' although would require implementation of treatment programs for its benefit to be 
fully realized. By enhancing population coverage, both of these strategies could not only enhance 
cost-effectiveness, but also lead to a reduction in cervical cancer incidence and mortality In the 
context of primary screening, several studies have reported enhanced sensitivity for detection of 
CIN2/3 when HPV testing is combined with cytology in comparison to cytology alone*- There are 
a number of ongoing studies of primary screening in developed and developing countries compar- 
ing cytology, HPV testing, or both for detection of CIN 2/3, with several preliminary reports describ- 
ing sensitivities of HC-II of ^ 85%*'*. These and other studies, especially those from ongoing 
RCTs”, should provide the additional data regarding positive and negative predictive value and 
optimal age for HPV testing needed to determine its value in primary screening’'. 

Lastly, regarding the use of HPV testing to manage women with confirmed CIN, interest stems 
from natural history studies which indicate that persistent high-risk HPV infection predicts subse- 
quent development of CIN 2/3'^'“'* *, and from studies of women with treated CIN which indicate 
that persistent HPV is associated with recurrent CIN. Because the large majority of CIN 1 lesions re- 
gress without treatment, their routine treatment is not recommended, although close follow-up is re- 
quired when treatment is deferred™- Determination of whether high-risk HPV types are present, 
and if so, whether they persist, may help select a group in whom closer follow-up and/or treatment 
may be most useful. Likewise, following ablative treatment of CIN, approximately 10-15% of 
women will experience a recurrence*'- Presence of high-risk types of HPV DNA is associated with 
recurrences, and follow-up HPV testing could enhance identification of those most likely to recur, al- 
lowing more intensive follow-up’'- 

Workgroup Discussion 

The workgroup felt that while the ongoing large RCTs evaluating HPV testing for triage would 
provide the most useful data from which to make definitive recommendations about the relative 
value of the three management options, recent data on the performance of HC-II in the triage of 
women with ASCUS (and AGUS) supported its value in this setting. The workgroup also thought 
that there are insufficient data to recommend HPV testing routinely for other clinical purposes at 
present, although there was agreement that testing might be of great value in primary screening and 
other clinical settings and that studies evaluating these possibilities were priorities. It was noted that 
although there are no data to address the possibility that CIN 2/3 lesions presenting with ASCUS or 
LSIL cytology have a different (less aggressive) natural history than those presenting with HSIL, this 
possibility may influence the cost-effectiveness of HPV testing for triage of low-grade abnormalities. 
The ongoing RCTs should provide some insight into this question, which may also be amenable to 
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evaluation by studies of molecular markers in tissues (e.g. , specific HPV type, copy number, physi- 
cal state and transcriptional activity, as well as other markers as they are discovered). 

Recommendations for public health/prevention activities 

a. The potential usefulness of HPV testing as an option in the triage of women with ASCUS 
and AGUS Pap smears should be acknowledged by CDC and other organizations. Formal 
recommendations about the use of HPV testing in this setting should be made after ongoing 
RCTs have been completed . HPV testing for other purposes is not currently recommended. 

b. CDC, ACS, and/or other organizations interested in prevention of genital HPV infection 
and sequelae should facilitate a meeting to review cervical cancer prevention modeling and 
assess cost-effectiveness of different strategies. This meeting could contribute to inter- 
change of ideas regarding different approaches and development of a unified model and of 
common instruments to collect data for model calibration to enhance consistency of model- 
ing efforts. The meeting should also attempt to develop and distribute simple cost-effective- 
ness modules for use by local programs. 

Research/evaluation priorities 

a. Demonstration projects should be initiated to evaluate feasibility and cost-effectiveness of 
HPV testing for triage of ASCUS Pap smears in various “real-world” settings. Such analyses 
should consider direct costs of providing counseling and education for patients who test 
HPV-positive and their partners, as well as indirect costs (e.g., lost wages and productivity) 
and intangible costs (e.g., anxiety, psychosocial burden of being diagnosed with HPV infec- 
tion). (High priority) 

b. If ongoing RCTs confirm that HPV testing improves clinical management of women with 
ASCUS Pap smears, focused studies should be performed among high-risk women who 
may not be adequately represented in multicenter trials (e.g., STD and family planning clin- 
ics, minority populations, HIV -I- women, adolescents, older women). (High priority) 

c. Additional studies should be performed in U.S. populations to evaluate HPV testing as an 
adjunct to the Pap smear in primary screening for cervical cancer as a method of enhancing 
sensitivity and lengthening screening intervals. These should involve evaluation of self-col- 
lected samples for HPV testing as a means of increasing coverage of screening programs in 
difficult-to-access populations and should be supplemented by modeling studies to assess 
cost-effectiveness. (High priority) 

d. Studies should be performed to evaluate HPV testing as a potentially cheaper and easier to 
implement alternative to cytology in developing countries that presently lack comprehen- 
sive cervical cancer screening programs. (High priority) 

e. Studies should be performed to assess clinical utility of HPV testing in follow-up of women 
with untreated CIN 1 (i.e., more intensive follow-up and/or earlier treatment for those with 
persistent high-risk HPV infection) and following treatment of HSIL (as a test-of-cure). (In- 
termediate priority) 
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2. Cervical cancer screening in adolescents 
Background 

Since the early 1980s, U.S. guidelines for cervical cancer prevention have recommended initiat- 
ing Pap smear screening at age 18 or with the onset of sexual activity’"*' In contrast, because 
the latency period of cervical cancer after onset of sexual activity is lengthy and rates of cervical can- 
cer are very low in adolescents^, guidelines in various European countries recommend starting rou- 
tine screening between the ages of 20 and 30 years. There are several arguments in favor of 
beginning screening in adolescence. Despite low cancer rates, there are indications that increasing 
sexual activity in adolescents has resulted in increased rates of C1N'“*' '®. There is also evidence that 
the incidence of cervical cancer has increased in younger women (<35 years old) in some 
countries”*®' although the trend in the U.S. is less clear®®- ’*®. Additionally, questions remain 
about a possibly increased risk in younger women of “rapidly progressive” lesions which can evolve 
over a much shorter time than the usual latency period'*"*' “®. Finally, there are concerns that HPV 
transmission to pre-adolescents as a result of sexual activity or abuse could be underestimated and 
represent an important problem®’- *”. 

On the other hand, initiating screening at such a young age raises several problems"®- First, 
screening in adolescents is likely to be less cost-effective than in older women, both because the de- 
velopment of high-grade lesions within the first several years after the onset of intercourse is infre- 
quent and because the latency period of those which do occur is generally long enough to allow 
their detection if screening is initiated in the early-mid 20s®'’' Furthermore, modeling studies sug- 
gest that CIN has a higher probability of regression in younger than older women , which is likely a 
result of higher rates of recently acquired genital HPV infection in young women, whose manifesta- 
tions are usually transient, in contrast to the greater likelihood of persistent infection in older 
women. These considerations suggest a greater potential for detecting transient low-grade abnor- 
malities in younger women, which lead to additional unnecessary management costs®^- "®' Sec- 
ond, there are concerns that adolescents may have a higher rate of post-treatment complications 
than older women, both physiologic and behavioral. Although the data regarding long-term effects 
of the therapeutic modalities for CIN in current widespread use (e.g,, cryosurgery, LEER and laser) 
do not suggest an increase in problems related to fertility or pregnancy, the studies have had rela- 
tively short follow-up periods and have been too small to evaluate age-specific outcomes'^®. One re- 
cent report of complications of cryosurgery in adolescents reported PID in 9%, cervical stenosis in 
3%, and cervical narrowing in 30%*®"*. It has also been suggested that the anxiety engendered as a 
result of undergoing a pelvic exam or of being informed of a “pre-cancerous” Pap smear result may 
be greater in adolescents than in older women**®- ’’®, 

Workgroup discussion 

The workgroup agreed that several questions were important to address regarding Pap smear 
screening of adolescents. It was not felt that current recommendations about age of onset of screen- 
ing should be changed. However, because of the likelihood of a more benign natural history of CIN 
2/3 lesions and limited data on long-term complications in younger women, the workgroup felt that 
screening in adolescents may have low cost-effectiveness and thus bears reconsideration. There 
was consensus that it would be useful and ethical to learn more about the natural history of CIN 2 le- 
sions in adolescent women and that, in young women in whom follow-up could be assured, it would 
be appropriate to follow such lesions without treatment in research settings. In those undergoing 
both Pap smear and STD testing, it was felt that bleeding induced by cervical swabs was potentially 
a greater problem for cytology than for cervical gonorrhea or chlamydia tests and that the Pap 
smear should be collected first. 
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Recommendations for public health/prevention activities 

a. Because the large majority of cervical lesions in adolescents are self-limited, in those with 
low-grade cytologic abnormalities (e.g., ASCUS, LSIL) consideration should be given to 
conservative follow-up by repeat F%ip smear rather than triage by HPV testing (since predic- 
tive value in adolescents is not well-characterized) or by early colposcopy/biopsy. 

b. CDC and ACS should recommend that the cytology sample be collected first when Pap 
smear screening is conducted simultaneously with STD testing. If STD tests are run on single 
samples collected as part of liquid-based cytology testing, sequence questions will not be an 
issue. 

Research/evaluation priorities 

a. Prospective studies of the natural history of untreated CIN 2 in adolescents should be 
performed in carefully monitored research settings. Although similar natural history studies 
of untreated CIN 3/ClS would be difficult to perform for ethical reasons, comparative 
molecular studies (e.g., specific HPV type, copy number, physical state and transcriptional 
activity, as well as other markers as they are discovered) of these lesions in younger versus 
older women would be useful in assessing possible differences in natural history. (High 
priority) 

b. Studies should be performed to better characterize the incidence and type of long-term 
reproductive complications of ablative therapy of CIN in adolescents. (High priority) 

c. Studies should be conducted to determine if the experience of undergoing ablative therapy 
of CIN influences future health-care seeking behavior of adolescents (e.g., makes them less 
likely to return for follow-up to avoid pain or complications). (Intermediate priority) 

d. Studies should be conducted to determine the feasibility of recommending initiation of Pap 
smear screening a certain number of years after acknowledged first sexual activity rather 
than at a specific age (e.g., determine rate of abnormality by years of stated activity, willing- 
ness to discuss age of onset of sexual activity). (Intermediate priority) 

e. Multicenter studies should be performed comparing younger and older women with 
invasive cervical cancer to determine whether rapid onset disease is more common in 
younger women and, if so, to assess associated risk factors (e.g., HPV type, histologic type, 
age of onset of sexual activity, presence of other co-factors). (Low priority) 

3. Non-vaccine modalities for primary prevention of genital HPV infection 

Background 

The reproductive rate of a sexually transmitted infection in a susceptible population is a function 
of three parameters: the efficiency of transmission per sexual partnership, the duration of infectivity, 
and the number of new partners an infected person has per unit of time'^^- In the absence of 
measures to reduce susceptibility (e.g., effective vaccines), strategies to reduce each of these 
parameters can reduce transmission of infection: the efficiency of transmission by strategies to re- 
duce infectivity (e.g., condoms, microbicides), the duration of infectivity by treatment, and new 
partnerships by behavior change approaches. There is limited understanding about the value of 
each of these approaches for prevention of genital HPV infection. 
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Theoretically, barrier contraceptives such as condoms are less likely to be effective in preventing 
infections such as genital HPV, which can involve the external genital skin, than they are for 
infections which are limited to specific mucosal areas and spread by semen (e.g., chlamydia or 
gonorrhea) , although estimation of potential benefit of condoms for HPV is hindered by absence of 
measures of infectivity. Studies which have attempted to assess male condom benefit for women 
have generally found no evidence of protection against infection^^' However, existing 

reports have not adequately assessed consistency and correctness of condom use, and, in cross-sec- 
tional studies, HPV infection may have preceded condom use. There are data suggesting a benefit 
of condom use for men, although the studies are limited®' “ and no data available for female 
condoms for either women or men. Some reports have suggested a benefit in prevention of HPV-re- 
lated disease (e.g., genital warts, SIL, cervical cancer)®*- possibly by reducing viral inoculum, 

repeated viral exposure, or exposure to other co-factors which might be involved in development of 
disease. However, a protective effect has not been seen consistently*^'- and the cross-sectional 
and case control studies published to date are limited by recall bias and the difficulty in controlling 
for a variety of important variables'^*- 

There are also reports of a potential protective effect of spermicides in the prevention of cervical 
cancer'®- '®- ’**, which is of interest because of the microbicidal properties of such agents’^'*. 

Evaluation of the activity of microbicides has been hampered by the difficulties with in vitro 
cultivation of HPV, which is needed to screen potential products. However, recent work with various 
papillomaviruses in animal systems indicates that while nonoxynol-9, which functions largely as a 
detergent that disrupts lipid envelopes, has no activity against non-enveloped viruses like 
papillomaviruses, other agents such as povidone-iodine and the detergent sodium dodecyl sulfate 
(SDS), which also denatures proteins, inactivate papillomavimses including HPV'^®'®. Since SDS 
is a common ingredient in toothpaste and shampoo, it may be a promising agent for clinical trial 
evaluation in the future should human toxicity studies indicate lack of mucosal irritation with 
prolonged use. 

In contrast to bacterial STD, for which transmission can be prevented through curative treatment, 
there is no evidence that treatment of HPV-associated lesions is useful in prevention of transmis- 
sion. There are no effective systemic therapies for genital HPV, as there are for bacterial and other vi- 
ral STD, and current treatment options include a variety of locally destructive approaches for both 
genital warts and SIL, as well as topical use of cytotoxic and immunomodulating agents for genital 
warts'*®. It has been speculated that treatment of genital warts might be useful in reducing 
infectiousness'*®. This premise is difficult to test because of the lack of assays for infectivity, but is 
supported by observations that treatment of genital warts with the imunomodulating agent 
imiquimod reduces viral DNA and mRNA in post-treatment biopsies'® and that therapy of CIN 
results in clearance of HPV in follow-up cervical swabs in 70-80% of women'**- '“. However, 
clinically normal skin and mucosa in the vicinity of HPV-associated lesions often contain HPV’'**- 
This reservoir is thought to explain the typical recurrence rates of 10-20% after treatment for CIN*'- 
'** and 20-50% after treatment of genital warts'® and the fact that treatment of partners does not 
influence recurrence rates of genital warts'®. Thus, based on limited existing data, currently 
available therapies for HPV-related lesions may reduce but probably do not eliminate 
infectiousness, and whether the reduction in viral load which occurs with treatment impacts future 
transmission remains unclear. 

Workgroup discussion 

The workgroup agreed that existing data were not supportive of a benefit of male condoms, espe- 
cially for women, but that because existing studies had serious methodologic limitations, an RCT 
would be the only study design by which the issue could be clarified. However, such a trial would be 
difficult and expensive to conduct, and because of the low probability of documenting benefit, a trial 
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specifically designed to evaluate the value of condoms for HPV prevention would not be a high 
priority. A more efficient approach would be to include HPV outcomes in prevention trials being 
undertaken for prevention of HIV or other STD, in which use of condoms or microbicides could be 
carefully documented. There was also agreement that comparison of the efficacy of existing 
treatments for genital warts, development of new therapies for genital warts and CIN, and a better 
understanding of the impact of existing and new therapies on transmission were important issues. 

Finally, there was extensive discussion about the merits of trying to reduce genital HPV transmis- 
sion by focusing on behavior change approaches. As noted, the most consistent risk factor for HPV 
prevalence in cross-sectional studies and HPV incidence in observational studies is number of part- 
ners and, secondarily, partners’ number of partners^' It was pointed out that although 

HPV-related mortality is at least twice that of HIV for women in the U.S., the predominant STD/HIV 
prevention messages promoted are those pertaining to HIV risk reduction, and that, in contrast to 
HIV™, no attempts have been made to look at benefit of counseling strategies for HPV prevention . 
Since most women and men do not understand the prevalence of genital HPV infection or its role in 
cervical cancer, such knowledge might give them reasons to modify behavior. Increased awareness 
that HPV infection is widespread, that it might not be fully prevented by condom use, and that it can 
have rare but serious sequelae might help stimulate and sustain efforts to reduce exposure to HPV 
and other STD. Such strategies could include delay in initiation of sexual intercourse, a reduction in 
the number of partners, and selection of partners perceived to have had fewer partners. 

Options for prevention trials to evaluate the benefit of a behavior change approach could include 
individualized counseling or health education messages delivered at the community level, with a fo- 
cus on the magnitude of genital HPV infection, its association with cancer, and the benefit of reduc- 
ing partners and selecting less sexually experienced partners. However, concern was expressed 
that, although an intuitively promising approach, such a strategy would have a number of potential 
problems, including stigmatization and exaggerated fear about what would likely continue to be a 
very common STD, difficulty in using this approach for the large number of women in the popula- 
tion with very few sex partners™, a likely increased emphasis on and requests for HPV tests, whose 
meaning would be difficult to interpret, and a potential to undermine condom use, possibly enhanc- 
ing acquisition of other STD (e.g., HIV, gonorrhea) which are more effectively prevented by con- 
dom use. 

Recommendations for public health/prevention activities 

a. Given the uncertainties about prevention of transmission of genital HPV to sexual partners, 
promulgation of a “standard script” for providers to use in education/counseling of patients 
with HPV infection (e.g., genital warts or CIN) would be helpful. Key messages should in- 
clude the following: 

• Persons with genital warts or CIN should be informed about the high prevalence 
of HPV infection among adults who have been sexually active and the likely 
persistence of infection after treatment for an indefinite period of time. 

• Those with monogamous partners should be counseled that partners may 
already have been infected. 

• No scientific data support condom use specifically for genital HPV prevention; 
however, condoms should be recommended for prevention of other STDs. 

• Because duration of infectiousness is unknown and because genital HPV is so 
common among persons who have been sexually active, the value of disclosing a 
past diagnosis of HPV infection to future sex partners is unclear, although candid 
discussions about past STD should be attempted whenever possible. 
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• Given the complexity of counseling messages, clinicians should be encouraged to 
refer patients to educational materiab, hotlines, and other appropriate resources. 

Research/evaluation priorities 

a. Randomked clinical trials designed specifically to assess prevention of genital HPV infec- 
tion by male and female condoms in both women and men would be desirable; however, 
these will be difficult and expensive to perform. Thus, attempts should be made to include 
HPV outcomes (e.g. , incident infection defined by HPV DNA detection in mucosal samples 
or by seroconversion; development of cervical SIL lesions) in ongoing/planned RCTs of 
various primary prevention modalities (e.g., condoms, microbicides, behavior change) for 
prevention of HIV and /or other STD. (High priority) 

b. Because of the limited confidence in condoms for prevention of genital HPV infection, 
studies of behavior change (e.g., reduction in number of partners, selection of less sexually 
experienced partners, and delayed onset of intercourse, and which focus in part on the high 
prevalence and relative difficulty of preventing HPV infection) to prevent HPV outcomes 
should be considered. Although it was recognized that such studies would be difficult to 
perform and could have the unintended consequence of increasing the stigma and anxiety 
associated with HPV infection, they could also have other STD prevention benefits. These 
studies would also need to address the potential of such behavior change approaches to 
undermine condom use, possibly enhancing acquisition of STD (e.g., HIV, gonorrhea) 
more effectively prevented by condom use. (High priority) 

c. Additional studies of the role of treatment in preventing transmission should be performed 
including assessment of persistence of detectable HPV DNA after treatment of GW and SIL. 
(Intermediate priority) 

d. In order to inform patient counseling (especially as HPV testing becomes more common), 
transmission modelling, and intervention assessment/planning, studies to better define lab- 
oratory markers of genital HPV infectivity (e.g., viral load, mRNA detection, viral capsid 
protein detection, etc.) in different anatomic sites and lesion types should be performed. 
(Intermediate priority) 

e. Additional studies of risk factors of persistent HPV infection should be performed because 
of the potential role of persistent infection in transmission dynamics in women and men, as 
well as in predicting subsequent neoplasia. (Intermediate priority). 

4. Preparedness for prophylactic HPV vaccines 

Background 

The difficulty with non-vaccine modalities of primary prevention and the large global burden of 
HPV-related disease make the development of effective prophylactic vaccines an important public 
health priority^^. Initial barriers to development of promising candidate HPV vaccines included the 
difficulties in propagating the virus in vitro, the potential hazard of a vaccine containing an 
oncogenic viral genome, and the lack of an animal model of HPV infection suitable for challenge 
experiments^^’ The development of LI virus-like particle { VLP) subunit vaccines through mo- 

lecular biologic techniques has remedied the first two problems. LI , the major capsid protein and 
the site of the primary neutralizing epitopes of HPV, self-assembles into particles resembling 
authentic virions after expression in eukaryotic cells, thus retaining the native conformation 
required for induction of neutralizing antibody. The lack of an animal model for studying HPV 
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remains an issue, although challenge studies with species-specific papillomaviruses and parenteral 
injection of VLPs have demonstrated a consistently high level of protection (90-100%) against 
infection in three animal systems, one cutaneous (cottontail rabbit PV) and two oral mucosal 
(bovine PV type 4 and canine oral PV)**. These results have stimulated great enthusiasm about the 
potential of VLP vaccines to prevent infection in humans. Several Phase 1 trials sponsored by 
industry and by the NIH with monovalent HPV 6, 11, and 16 VLP vaccines are underway, with 
subsequent larger clinical trials likely if the initially promising immunogenidty and safety results are 
confirmed^^' 

Although there is cause for optimism about the potential value of VLPs as prophylactic HPV 
vaccines, several important issues remain to be addressed. First, the animal challenge studies, 
although encouraging, have not used natural routes of mucosal infection, and vaccination 
strategies which produce greater levels of mucosal immunity may ultimately be required to prevent 
human infection. Second, while trials of monovalent vaccines are appropriate for initial proof of 
concept studies, polyvalent vaccines will ultimately be preferable because of the large number of 
HPV types found in cervical cancer and genital warts and the apparent lack of cross-type immunity 
produced by LI vaccines, adding to the time required for full evaluation. Third, cervical cancer will 
not be a feasible endpoint to study because of its long latency, and clinical trials will need to focus on 
shorter-term (and more indirect for cancer prevention) measures such as HPV infection and CIN. 
Fourth, initial studies will need to be conducted in females in order to assess CIN outcomes and 
while studying those without prior genital HPV exposure is desirable, trials may need to focus on 
young adults rather than adolescents for ethical reasons. This presents an issue of translating clinical 
trials into practice, since the ideal target for an STD with a high incidence soon after onset of sexual 
activity would be pre-sexually active adolescents or children, including males as well as females. Ul- 
timately, a vaccine which has therapeutic value in early infection as well as prophylactic value would 
be optimal, providing benefit to those who are already infected as well as those uninfected; this may 
allow a greater flexibility of populations who could be targeted, and thus possibly earlier public 
health benefit in terms of cancer preventions^' *”■ 

Workgroup discussion 

Effective HPV vaccines would represent a major public health advance and their development 
was strongly endorsed by experts across multiple disciplines as a high priority research initiative. 
The workgroup participants thought that industry and the NIH should continue to play the primary 
role in developing new candidate vaccines and assessing their efficacy in clinical trials. In addition, 
there are a number of important issues which will need to be addressed both prior to as well as fol- 
lowing licensure of effective vaccines which might appropriately involve CDC or other organiza- 
tions interested in prevention of genital HPV infection. Several issues were felt to be important for 
upcoming clinical trials. Of immediate concern was a better understanding of the incidence and nat- 
ural history of HPV infection in men, since they will likely be included in clinical trials at some point. 
Also, because serologic measures of incident infection are insensitive and, after VLP immunization, 
nonspecific for natural infection versus vaccine response, another priority of relevance for clinical 
trials is development of cheaper and less intrusive methods to establish incident HPV infection 
through samples collected from mucosal surfaces in order to permit less costly and more frequent 
assessment of outcomes. Additional issues would become important if initial trials indicated the 
likelihood of vaccine efficacy. For example, because cost analyses have been important in driving 
other vaccine implementation efforts and also in influencing pricing decisions, cost-effectiveness 
studies of vaccines for both high-risk and low-risk types of HPV would be useful and could lead to 
collection of specific cost data during final trials in order to refine analyses. Also, transmission mod- 
eling studies could help assess the level of vaccine efficacy required for a population-based 
benefit'® and could also be of value in assessing different age and gender mixes in vaccine imple- 
mentation strategies. Of particular concern are issues of gaining acceptance among the general 
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public and healthcare providers for an HPV vaccine. The experience with hepatitis B immunization, 
the only STD for which an effective vaccine exists, showed that implementation was limited in the 
general population until a universal immunization approach was recommended, and even with 
hepatitis B, because of other routes of transmission, the “STD connection” has not been empha- 
sized. The workgroup felt that effective ways of presenting an HPV vaccine to the public, including 
parents who would need to consent if the vaccine were administered to minors not yet sexually ac- 
tive, and also to providers need to be explored, preferably in collaboration with industry. These as- 
sessments should include whether the vaccine is best described as one to prevent a common STD, 
which would be applicable to both females and males, versus a vaccine to prevent cancer, which 
would be largely relevant for females. 

Research/evaluation priorities 

a. More extensive population-based studies should be performed of rates and risk factors for 
genital and anal HPV incidence, prevalence, and persistence in men. These studies should 
include adolescent and young adult heterosexuals as well as men who have sex with men 
(MSM) and should be conducted in both developed and developing countries. {High 
priority) 

b. Improved sampling and testing methods are needed to detect incident genital HPV 
infection as a study outcome, including assays sensitive enough to detect HPV infections in 
men, sensitive and specific methods to detect type-specific (and quantitative) HPV 
infection, and methods amenable to self-sampling (to allow more frequent and less expen- 
sive measurements of outcomes). (High priority) 

c. Given that there is no experience with implementing immunization programs for infections 
transmitted predominantly by sexual activity, marketing research about HPV vaccine 
acceptability in adolescents, their parents, and their health care providers should be 
encouraged by and/or carried out by CDC. (High priority) 

d. Mathematical modeling studies of genital HPV transmission should be performed in order 
to assess optimal targets for immunization programs (e.g., age and gender mix). (High 
priority) 

e. Cost-effectiveness studies of HPV vaccines should be carried out from a societal perspec- 
tive, including assessment of indirect and intangible costs. These should include studies of 
HPV 6/1 1 to further encourage industry efforts to develop and test vaccines for these types, 
both as a means of preventing their sequelae (e.g., genital warts, CIN 1, and recurrent respi- 
ratory papillomatosis) in women as well as to offer benefit to men. (High priority) 

f. Studies of alternative, potentially more convenient routes of delivery and dosing schedules 
of HPV vaccines should be conducted. (High priority) 

g. Following successful efficacy trials of HPV vaccines in young adult women, immunogenicity 
studies should be performed in other populations (e.g., heterosexual men and MSM, young 
adolescent men and women, higher risk patients such as those attending STD clinics) . (High 
priority) 

h. Following licensure of an effective vaccine, studies should be performed to assess behav- 
ioral implications of its use (e.g., inaeases in risky sexual behavior due to misperceptions 
about vaccine protection against other STD, reduced compliance with cancer screening rec- 
ommendations, etc.). (Intermediate priority) 
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5. Provider, patient, and public awareness 
Background 

Improvement in awareness by health care providers and the general public has been an impor- 
tant strategy in response to widespread public health problems such as HIV infection. Greater pro- 
vider understanding can improve management of patients and provision of information to them 
and their families (or partners in the case of STD), and awareness in the general public can enhance 
responsiveness to prevention activities, such as screening or immunization. Data on provider un- 
derstanding about genital HPV infection are limited. They suggest that providers are broadly aware 
of the sexually transmitted nature of the infection and its relationship to cervical cancer, but are less 
clear about the relationship of genital warts to cancer, the indication for use of various management 
strategies, transmission-related issues, and the indications for partner evaluation** *^^. This lack of 
clarity, coupled with discomfort over discussion of issues related to STD and sexuality and limited 
time for counseling/education, is often perceived by patients as inadequate information and 
advice*^^ '^''. Limited data from selected populations show substantial levels of emotional distress 
among patients with a diagnosis of genital HPV infection (genital warts or abnormal Pap smears), 
which can far exceed the level of physical distress. These include feelings of shock, shame, anger at 
partners and providers, depression, and fear about sequelae and ongoing contagiousness'^^' 
155-157 pggj. qJ qj. aj-tuai experience of rejection in future sexual relationships was reported by 67% 
and 19% of patients, respectively’^. 

Workgroup discussion 

The workgroup felt that the awareness of cervical cancer and of Pap smear screening as a preven- 
tion strategy are widely recognized and supported by the general public in the U.S. However, the 
linkage of genital HPV infection to cervical cancer is much less widely recognized, and understand- 
ing of genital HPV as an STD is limited, with STD awareness only slightly greater among women 
with multiple partners than other women’^. Promoting public awareness in these areas is 
appealing, but represents a complex situation. On the one hand, a policy of consistently informing 
the public about strongly documented scientific findings is likely to be the most ethical and effective 
policy in the long run, and may help to lessen stigma and increase sympathy for persons suffering 
from sequelae of STDs. Such messages could also be useful in enhancing future acceptance of HPV 
immunization programs^^. Furthermore, STD prevention messages that have been underutilized to 
date because of concerns over their likely benefit (e.g., reducing the number of sex partners and 
choosing safer sex partners) might become mote acceptable strategies for many individuals if there 
were greater awareness of the magnitude of genital HPV infection. 

On the other hand, promotion of greater awareness that cervical cancer is linked to an STD could 
conceivably undermine general support for Pap smear screening programs or could lead women or 
providers to decide that a woman considered to be at low risk for an STD does not need a Pap 
smear. Directing prevention messages to the general public is further complicated by the lack of 
clarity of what the most appropriate health care and prevention strategies are for HPV infection, 
given that most infected persons are asymptomatic, the overwhelming majority will not suffer any 
adverse consequences, no data document that condoms are effective for HPV prevention, diagnos- 
tic services are relatively expensive, and diagnosis of HPV infection has not yet been demonstrated 
to lead to improvement in health outcomes. Therefore, it may be counterproductive to promote 
messages that increase anxiety in the absence of effective strategies to reduce risk for infection. The 
workgroup emphasized that messages must be carefully crafted to deal with these complexities and 
that assessment of such prevention messages should be a critical element of research. Audiences 
must at least be segmented into providers, persons with known HPV infection, and the general 
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population. When messages are directed to patients or to the general public, it is important that par- 
allel efforts be made to inform providers at same time. 

Provider awareness 

Recommendations for public health/prevention activities 

CDC, ACS, and other organizations interested in prevention of genital HPV infection and 
sequelae should draft a consensus statement for use in professional educational materials of what 
has been scientifically established about HPV (as well as what is not known) . This statement should 
address currently available diagnostic, treatment, prevention, and counseling/education strategies 
and should be widely disseminated (e.g., published, put on websites, etc) and updated on a regular 
basis. 

Researcb/evaluation priorities 

Although methodologically challenging, surveys of provider knowledge, attitudes, and practices 
should be conducted to guide future targeting of educational efforts. (Intermediate priority) 

Patient awareness 

Recommendations for public health/prevention activities 

In conjunction with development of professional educational materials, patient educational 
materials should be developed and distributed widely, and their use and/or adaptation by groups 
involved in patient education strongly encouraged. 

Research/evaluation priorities 

a. Efforts should be made to assess counseling/educational needs for patients (and partners) 
with HPV-related diagnoses and to develop alternatives to physicians as primary providers 
of education/counseling. These might include other types of patient educators (e.g., nurse 
clinicians who provide diabetes education, which is now a billable non-physician service), 
brochures, web-based material, hotlines, etc. (High priority) 

b. Studies should be performed on the behavioral/psychosoda! impact of HPV-related diag- 
noses on persons with genital warts and CIN and their partners and the impact of disclosure 
about these conditions on current and future sexual partnerships. (Intermediate priority) 

Public awareness 

Researcb/evaluation priorities 

a. Knowledge and attitude surveys should be performed to assess information needs of vari- 
ous populations within the general public and to help guide existing and possible future 
public awareness activities. (Intermediate priority) 

b. Pilot public education programs should be carried out in selected areas to assess optimal 
form and content of public awareness messages as well as potential drawbacks (e.g., stig- 
matization of Pap smear screening programs, competition with other public health preven- 
tion messages), both to respond to the increased public concern likely to occur with wider 
use of HPV testing and also to enhance prevention activities related to HPV and sequelae 
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(i.e,, Pap smear screening, vaccine preparedness, general understanding of relationship of 
HPV to cervical cancer) . (High priority) 

6. Anal Cancer 

Background 

Anal cancer is a relatively uncommon malignancy, with a current U.S. incidence rate of only 0.9/ 
100,00CP^. However, incidence rates are reported to have increased over the past 20-30 years in 
several countries*^- including the U.S., where rates increased by 96% for men and 39% for 

women from 1973-97^. This increase has been partly ascribed to changes in sexual activity. There 
is a growing body of data linking anal cancer to sexual behavior, especially anal intercourse, and 
HPV infection'^' The highest incidence is reported in MSM, with rates 12 to 50 times higher 
than in heterosexual men'^^'®^ and an overall annual incidence rate of up to 35/100,000*^’, similar 
to rates of cervical cancer among women in the absence of Pap smear screening*®. Women with 
previous cervical cancer are also at higher risk for anal cancer, an association likely attributable to 
the presence of HPV infection at both sites'^. 

An additional factor in this increase may be the HIV epidemic. Prevalence rates of anal SIL (ASIL) 
of 20-45% have been reported in HIV + MSM, substantially higher than in HIV- MSM, with ASIL 
most strongly correlated with HPV infection'®' Two prospective studies have documented a 
higher incidence of anal HSIL lesions in HlV-f vs. HIV- men, with incident HSIL associated with 
persistent HPV infection in both HIV 4- and HIV- men'“' ’®. Finally, rates of anal cancer are esti- 
mated to be 30-80 fold higher in patients with AIDS than in the general population, although the 
proportion of this increase attributable to the higher overall rates seen in MSM versus the effect of 
HIV-related immunodeficiency has not been determined'®' '®' *®. These data have lead to consid- 
eration of the potential benefit of ana! cancer prevention programs'®' '™' "' through cytologic 
screening, since evaluations to date suggest that anal Pap smears may be similar in sensitivity to 
cervical smears"^' This approach is supported by modeling studies of anal cancer screening in 
MSM, which indicate that the cost-effectiveness of screening could be similar to that for other 
prevention interventions. However, the models are most sensitive to assumptions about the natural 
history of anal LSIL, about which there are limited data, and the natural history of HSIL and the 
effectiveness of ablative therapy, about which there are virtually no data’®' Furthermore, little is 
known about the complications of ablative treatment, either in terms of medical costs or effect on 
quality of life. An additional consideration is the uncertain impact of the use of highly active 
antiretroviral therapy in HIV 4- MSM, in that it could possibly lead to either an increased risk of anal 
cancer owing to greater longevity or a reduced risk owing to better control of HPV infection and 
regression of SIL lesions as a result of improved immune function"®. 

Workgroup discussion 

Despite the relative infrequency of anal cancer at the population level, the workgroup thought 
that pursuing prevention strategies for high-risk groups (primarily HIV+ MSM, but also HIV-(- 
womcn and HIV- MSM) was important, and that studies to obtain better information about natural 
history and effectiveness of treatment of anal SIL lesions were high priorities. There were differences 
of opinion on how best to conduct these studies. On the one hand, because so many key questions 
about a potentially important prevention strategy remain unanswered and because lack of wide- 
spread implementation of anal cancer screening programs to date mean that “standards of care” 
have not been established, most of the workgroup felt that it would be ethical and appropriate for 
these studies to be implemented as RCTs. Such studies could provide much-needed unbiased data 
on rates of progression and regression of HSIL, and if follow-up were performed at close intervals, 
could minimize the risk of those anal cancers which did occur developing beyond an early stage. 
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Likewise, they could provide the best information on the effectiveness and complications associ- 
ated with ablative therapy. On the other hand, there was also an opinion that, because of the biolog- 
ically plausible analogy with the cervix and the risk of untreated HSIL progressing to cancer, it would 
be ethically problematic not to offer therapy to those with such lesions. An alternative evaluation 
methodology could thus involve a demonstration project of anal cancer screening, with follow-up of 
those electing no treatment for HSIL to assess natural history and of those choosing treatment to 
assess efficacy and complications of therapy. This approach would also provide the opportunity to 
assess operational feasibility and training needs of an anal cancer screening program and help to 
further refine cost-effectiveness analyses. 

Research/evaluation priorities 

a. Multicenter projects (RCTs or demonstration projects) should be initiated to assess parame- 
ters of importance in anal cancer screening programs in MSM, especially a better under- 
standing of the natural history of LSIL and HSIL in HIV -I- and HIV- MSM and the efficacy 
and complications of ablative therapy of anal HSIL in HIV -t- and HIV- MSM. (High priority) 

b. Studies should be performed to determine reproducibility, interobserver variability, optimal 
sampling technique, and predictive value of anal Pap smears. (High priority) 

c. Analogous to studies of cervical cancer prevention, studies should be performed to evaluate 
performance of HPV testing in triage of abnormal anal Pap smears and in primary screen- 
ing. (Intermediate priority) 

d. Studies should be performed to determine risk factors for women and heterosexual men 
with anal cancer as a possible guide to future screening programs. (Intermediate priority) 

7. Surveillance for genital HPV infection and sequelae 

Background 

The term “surveillance” in public health encompasses a range of activities. Surveillance for STDs 
in the U.S. includes three categories of activities: case notification (e.g., reporting of individual 
cases of notifiable conditions by providers or laboratories), prevalence monitoring (e.g., monitoring 
the prevalence of infection in settings where saeening occurs systematically), and other special 
studies (e.g., sentinel surveillance activities, supplemental testing which may provide information 
about the incidence or prevalence of an STD). To avoid unnecessary workloads for providers and 
laboratories, case notification is recommended for STD with case management implications (e.g., 
curative treatment, partner notification), with planned or ongoing prevention programs (e.g., 
screening, immunizations), or in the setting of an outbreak. Case notification of STDs for these pur- 
poses is currently recommended nationally by the Council of State and Territorial Epidemiologists 
(CSTE) only for syphilis, gonorrhea, chlamydia, hepatitis B, and chancroid. All three categories of 
surveillance activity are reflected in current U.S. surveillance data for STDs”^. 

HPV infections and their sequelae pose many challenges for routine public health surveillance ef- 
forts. The estimated number of new infections with genital HPV is substantially higher than those of 
the reportable STD', and they are largely undiagnosed given the limitations of routine diagnostics. 
Although there have been no national recommendations encouraging case notification of HPV in- 
fection, a number of states have made genital warts a reportable condition. Preliminary analysis of 
these reports indicate that they did not provide representative data since the vast number came 
from public clinics and were of warts in men, despite the widespread occurrence of genital warts in 
women (DSTD, unpublished observations). Special surveillance studies for genital HPV infection 


22 


Genital HPV Infection : Report of an External Consultants’ Meeting 



351 


include assessment through the National Disease and Therapeutic Index (NDTI) of the number and 
proportion of ambulatory care visits in the U.S. accounted for by genital warts"*, a sentinel surveil- 
lance system for RRP*’, and a population-based national household survey, the National Health 
and Nutrition Examination Survey (NHANES), which has provided valuable information about 
trends in infection with genital herpes'” and from which pilot seroprevalence surveys for HPV 16 
and 6/1 1 are planned. 

At the other end of the natural history spectrum, surveillance for cervical and other anogenital 
cancers is through cancer registries. National cancer surveillance in the U.S. has been carried out 
through the NIH National Cancer Institute’s Surveillance Epidemiology and End Results (SEER) 
Program since 1973, comprising 11 geographic areas covering about 14% of the U.S. population. 
Extrapolations from these data are used to determine rates and trends in various types of cancers 
and are also the basis for annual estimates of cancer incidence compiled by the American Cancer 
Society. To supplement data collected through SEER on a broader geographic basis, CDC initiated 
the National Program of Cancer Registries (NPCR) in 1992, which will cover over 95% of the popu- 
lation when fully operational. 

Workgroup discussion 

The workgroup concluded that at the current time public health surveillance for genital HPV in- 
fection is best done through prevalence monitoring and special studies rather than through case re- 
porting, because of the absence of the rationale for such as discussed above. There was discussion 
about a range of potential new surveillance activities for HPV infection and related sequelae in the 
U.S., focusing particularly on events in the natural history of HPV infection that are intermediate be- 
tween first acquisition of infection at one extreme, and diagnosis of cancer at the other extreme. For 
high-risk HPV types, such events might include: development of persistent genital HPV infection, 
given its association with development of CIN; detection of serologic evidence of type-specific in- 
fection, given its association with persistent mucosal infection^*; and detection of cervical 
carcinoma in situ (CIS). There was consensus that CIS, as the most advanced pre-cancerous 
precursor lesion, would be extremely useful to follow at a population-based level as an early 
indicator of the impact of an HPV immunization program. It was noted that since this diagnosis is in- 
creasingly made in outpatient settings, it had become difficult to capture through traditional cancer 
registry programs which focus on hospital-based care, and that because of this problem, the SEER 
Program had recently chosen to discontinue collection of this diagnosis. Suggestions about 
alternative systems, albeit not population-based, from which to collect data on rates of CIS include 
sentinel surveillance within managed care organizations or the Indian Health Service. For low-risk 
HPV types, key events for surveillance include not only genital warts, which may be possible to track 
through clinic-based and administrative datasets more effectively than is currently the case through 
NDTI, but also juvenile-onset RRR which is as common as neonatal herpes infection but much less 
widely recognized. 

Recommendations for public health/prevention activities 

a. Routine disease reporting (e.g., case notification) of all genital HPV infections or of any spe- 
cific HPV disease or type (e.g., genital warts, HPV 16 infection) is not practical and thus not 
recommended at this time. 

b. CDC should conduct further analysis of the experience with genital warts reporting in vari- 
ous states to guide future directions in genital warts surveillance. Although data from the 
NDTI have limitations, their continued analysis by CDC is recommended until superior 
data, preferably population-based, become available. 
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c. Routine reporting of CIS could represent a valuable adjunct to cancer surveillance, espe- 
cially as HPV immunization programs are implemented. However, because of past prob- 
lems encountered by SEER, future efforts to report and interpret data on CIS should 
examine this experience and consider alternative approaches to monitor this diagnosis. 

d. Surveillance for HPV-related cancers should be enhanced in ways that contribute to 
understanding the causative role of HPV infections and to prevention strategies. Such 
enhancements could include recording the sexual preference of men with anogenital 
cancers (recognizing that this will depend upon the consistency with which this variable is 
recorded in the medical record). 

Research/evaluation priorities 

a. Pilot NHANES seroprevalence studies by CDC should be continued and other 
subpopulations for similar studies should be identified, since monitoring serologic evidence 
of infection with HPV 16 and/or other high risk types may be an efficient method of 
prevalence monitoring. These studies should also be expanded to include self-collected 
samples such as vaginal swabs and urine samples for HPV DNA studies, with a focus on 
specific types likely to be included in vaccines, since these may enhance data provided by 
serologic studies in monitoring levels of type-specific infection over time. (High priority) 

b. A sentinel approach, possibly in areas where other sentinel surveillance activities (e.g., 
SEER or one of the NPCR sites) have been established, should be considered in order to 
evaluate the spectrum and trends of HPV-related disease and as a foundation for 
subsequent population-level prevention activities such as immunization programs. Such 
activities might include monitoring specific types and type-variants of HPV infection and 
population-based ftp smear registries. (High priority) 

c. The current CDC sentinel surveillance for juvenile-onset RRP should be strengthened and 
expanded (e.g., additional sites; more data related to acquisition of infection, including ma- 
ternal HPV status and other risk factors for mother-child transmission; consideration of case 
control and/or observational studies to better define risk factors for transmission and poten- 
tial benefit of interventions such as C-section), (High priority) 

d. Because !CD and CPT codes do not accurately capture HPV-related diagnoses, treatments, 
or procedures, CDC should explore efforts to redefine these codes. Such changes would 
enhance prevalence monitoring of HPV-related outcomes and ongoing assessments of 
HPV-related healthcare costs in large administrative databases (e.g., Medicaid, Medstat, 
etc.). (Intermediate priority) 

e. CDC should make efforts to collaborate with organizations that have electronic databases 
of patient encounters which include variables such as reason for visit and primary 
diagnosis (e.g., STD clinics, group model HMDs, etc.) in order to monitor trends in and as- 
sess burden of health care related to the prevalence of genital warts. (Intermediate priority) 
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Detailed Guide: Cervical Cancer 

What Are the Risk Factors for Cervical 
Cancer? 

A risk factor is anything that increases your chance of getting a disease 
such as cancer. Different cancers have different risk factors. For example, 
exposing skin to strong sunlight is a risk factor for skin cancer. Smoking is 
a risk factor for cancers of the lung, mouth, larynx, bladder, kidney, and 
several other organs. But having a risk factor, or even several, does not 
mean that a person will get the disease. 

Several risk factors increase your chance of developing cervical cancer. 
Women without any of these risk factors rarely develop cervical cancer. 
Although these risk factors increase the odds of developing cervical 
cancer, many women with these risks do not develop this disease. When 
a woman develops cervical cancer or precancerous changes, it is not 
possible to say with certainty that a particular risk factor was the cause. 

in considering these risk factors, it helps to focus on those that you can 
change or avoid (such as smoking and sexual behaviors that can lead to 
human papillomavirus infection), rather than those that you cannot (such 
as differences in age and family history), However, understanding risk 
factors that cannot be changed is still important because it can convince 
women with these factors to get a Pap test for early detection of cervical 
cancer. Cervical cancer risk factors include; 

Human papillomavirus Infection: The most important risk factor for 
cervical cancer is infection by the human papillomavirus (HPV). Doctors 
fee! that a woman must be infected with this virus before they develop 
cervical cancer. HPVs are a group of more than 1 00 types of viruses 
called papillomaviruses because they can cause warts, or papillomas. 
Certain types, however, cause cancer of the cervix. These are called 
"high-risk" HPV types and include HPV 16, HPV 18, HPV 31, HPV 33. and 
HPV 45, as well as some others. About half of all cervical cancers are 
caused by HPV 1 6 and 1 8. 

Other HPV types cause different types of warts in different parts of your 
body. Some types cause common warts on the hands and feel. Other 
types tend to cause warts on the lips or tongue. Certain HPV types can 
infect the female and male genital organs and the anal area. These HPV 
types are passed from one person to another during sexual contact. 

When HPV infects the skin of the external (outer) genital organs and anal 
area, it often causes raised bumpy warts. These may be barely visible or 
they may be several inches across. The medical term for genital warts is 
condyloma accuminatum. Most genital warts are caused by two HPV 
types: HPV 6 and HPV 1 1 . These seldom are associated with cervical 
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cancer and are called ”iow-risk" viruses. However, other sexually 
transmitted HPVs have been linked with genital or anal cancers in both 
men and women. 

HPVs can also cause flat warts on the cervix or vagina that are not visible 
and cause no symptoms. Flat warts caused by low-risk HPV types have 
little or no effect on cancer risk. Flat warts caused by high-risk HPV types 
can develop into cervical or vagina! cancers. Most healOi care 
professionals do not determine the HPV type because these warts are 
usually treated. 

There is currently no cure for papillomavirus Infection. However, the warts 
and abnormal ceil growth caused by these viruses can be treated 
effectively. These treatments can destroy flat warts on the cervix and 
vagina and prevent them from developing into cancers. 

Most women with HPV infection do not develop cervical cancer. Usually 
the infection disappears without any treatment, because the woman’s 
immune system has been successful in fighting the virus. 

Precancerous changes are diagnosed when abnormal cells are found in 
specimens (samples) taken from a Pap test or biopsy (these are 
discussed further in "Can Cervical Cancer Be Prevented?"). HPV infection 
can cause changes in cells of the cervix that can be detected by the Pap 
test. New tests can directly identify HPVs by finding their DNA in the cells. 
Many doctors are now testing for HPV if the Pap smear result is mildly 
abnormal (doctors refer to these findings as atypical squamous cells, or 
ASC). If a high-risk type of HPV is present, they will perform a colposcopy 
and consider further treatment. 

Certain types of sexual behavior increase a woman's risk of getting HPV 
infection: 

■ intercourse at an early age 

■ having many sexual partners 

■ having sex with uncircumcised males 

HPV can be present for years with no symptoms, and HPV infection does 
not always produce warts or other symptoms: so you can be infected with 
HPV and pass it on without knowing it. Recent studies show that condoms 
("rubbers") do not protect well against HPV infection. This is because HPV 
can be passed from person to person by skin-to-skin contact with any 
HPV'infected area of the body, such as skin of the genital or anal area not 
covered by the condom. The absence of visible warts cannot be used to 
decide whether caution is needed, because HPV can be passed to 
another person even when there are no visible warts or other symptoms. 

Although condoms do not protect against HPV, it is still important, though, 
to use condoms to protect against AIDS and other sexually transmitted 
diseases that are passed on through some body fluids. 

Although it is necessary to be infected with HPV for cervical cancer to 
develop, most women with this infection do not develop cancer. Doctors 
feel that other factors must come into play for cancer to develop. Some of 
the known factors are listed below. 

Smoking: Women who smoke are about twice as likely as nonsmokers to 
get cervical cancer. Smoking exposes the body to many cancer-causing 


http://www.cancer.org/docroot/CRl/content/CRI_2_4_2X_What_are_the_risk_factors_for^ 


Page 2 of 4 


... 1/14/2004 



365 


ACS What Are the Risk Factors for Cervical Cancer? 


chemicals that affect more than the lungs. These hannftil substances are 
absorbed by the lungs and carried in the bloodstream throughout ttje 
body. Tobacco by-products have been found in the cervical mucus of 
women who smoke. Researchers believe that these substances damage 
the DNA of cells in the cervix and may contribute to ttie development of 
cervical cancer. 

Human immunodeficiency virus (HIV) infection; HIV is ttie virus that 
causes the acquired immunodeficiency syndrome{AlDS). Because this 
virus damages the body's immune system, it makes women more 
susceptible to HPV infections, which may increase the risk of cervical 
cancer. Scientists believe that the immune system is important in 
destroying cancer cells and slowing their growth and spread. In women 
infected with HIV, a cervical precancer might develop into an invasive 
cancer faster than it normally would. 

Chlamydia infection: Chlamydia is a relatively common kind of bacteria 
that can infect the female reproductive system. It is spread by sexual 
contact. Although infection may cause symptoms, many women do not 
know they are infected unless samples taken at the time of their Pap test 
are analyzed for this type of bacteria. 

Some recent studies suggest that women whose blood test results 
indicate past or current chlamydia infection are at greater risk for cervical 
cancer than are women with a negative blood test. Although further 
studies are needed to confirm this finding, there is already good reason to 
avoid this infection and to have it treated with antibiotics promptly after 
diagnosis. Long-term chlamydia infection is well known as a cause of 
pelvic inflammation that can lead to infertility. 

Diet: Women with diets low in fruits and vegetables may be at increased 
risk for cervical cancer. Also overweight women are more likely to develop 
this cancer. 

Oral contraceptives: There is evidence that long-term oral contraceptive 
(OC) use increases the risk of cancer of the cervix. Some research 
suggests a relationship between using OCs for 5 or more years and an 
increase in the risk of cervical cancer, in one study the risk was increased 
four fold in women who used OCs longer than 10 years. 

In the meantime, the American Cancer Society believes that a woman and 
her doctor should discuss whether the benefits of using OCs outweigh this 
very slight potential risk. A woman with multiple sexual partners should 
use condoms to lower her risk of sexually transmitted diseases no matter 
what form of contraception she uses. 

Multiple pregnancies: Women who have had many full term pregnancies 
have an increased risk of developing cervical cancer. 

Low socioeconomic status: Low socioeconomic status is also a risk 
factor for cervical cancer. Many women witt) low incomes do not have 
ready access to adequate health care services, including Pap tests and 
treatment of precancerous cervical disease. Such women may also be 
undernourished, which may play a rote in increasing their risk. 

Diethylstilbestroi (DES): DES is a hormonal drug that was prescribed 
between 1 940 and 1 97 1 for some women thought to be at increased risk 
for miscarriages. Of every 1 ,000 women whose mother took DES when 
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pregnant with them, about 1 develops dear-cell adenocarcinoma of the 
vagina or cervix. Stated another way, about 99.9% of "DES daughters" do 
not develop these cancers. 

Clear cell adenocarcinomas are more common in the vagina than the 
cervix. The risk appears to be greatest in those whose mottiers took the 
drug during their first 16 weeks of pregnancy. The average age at 
diagnosis of DES-related clear-cell adenocarcinoma is 19 years. Most 
DES daughters are now between 30 and 60. so the number of new cases 
of DES-related cervical and vaginal dear-cell adenocarcinoma has been 
decreasing during the past 2 decades. However, this type of cancer has 
recently been found in a woman in her early 40s, and dtxtors still do not 
know exactly how long women remain at risk for DES-related cancers. 

Although DES daughters have an increased risk of developing clear cel! 
carcinomas, about 40% of women with this cancer have not been exposed 
to DES or related medications. Some of these patients’ mothers might 
have taken DES but did not recall the name of tfie drug. It is certain, 
however, that women don’t have to be exposed to DES for clear cell 
carcinoma to develop since some cases of the disease were diagnosed 
before DES was invented. Some studies suggest that DES daughters are 
also at somewhat increased risk of developing squamous cell cancer of 
the cervix and precancerous changes of cervical squamous cells. 


Family history of cervical cancer: Recent studies suggest that women 
whose mother or sisters have had cervical cancer are more likely to 
develop the disease themselves. Some researchers suspect this familial 
tendency is caused by an inherited condition that makes some women 
less able to fight off HPV infection than others. 

Revised 10-21-03 
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statement, keep in mind that new knowledge is 
inevitably accumulating through medical 
research. 




National Institutes OfHealth 


Continuing Medical Education 


NATIONAL INSTITUTES OF HEALTH 
Office of the Director 



369 


Abstract 

Objective 

To provide physicians and the general public with a respon- 
sible assessment of current screening, prevention, and treat- 
ment approaches to cervical cancer. 

Participants 

A non-Federal, nonadvocate, 13-member panel representing 
the fields of obstetrics and gynecology, gynecologic oncology, 
radiation oncology, and epidemiology. In addition, 28 experts 
in obstetrics and gynecology, gynecologic oncology, radiation 
oncology, gynecologic surgery, and psychology presented 
data to the panel and a conference audience of 500. 

Evidence 

The literature was searched through Medline and an extensive 
bibliography of references was provided to the panel and the 
conference audience. Experts prepared abstracts with rele- 
vant citations from the literature. Scientific evidence was given 
precedence over clinical anecdotal experience. 

Consensus Process 

The panel, answering predefined questions, developed its 
conclusions based on the scientific evidence presented in 
open forum and the scientific literature. The panel composed 
a draft statement that was read in its entirety and circulated 
to the experts and the audience for comment. Thereafter, the 
panel resolved conflicting recommendations and released a 
revised statement at the end of the conference. The panel 
finalized the revisions within a few weeks after the conference. 

Conclusions 

Carcinoma of the cervix is causally related to infection with 
the human papillomavirus (HPV). Reducing the rate of HPV 
infection by changes in sexual behaviors in young people 
and/or through the development of an effective HPV vaccine 
would reduce the incidence of this disease. Pap smear 
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screening remains the best available method of reducing 
the incidence and mortality of invasive cervical cancer. 
Persons with stage IA1 disease have a high cure rate with 
either simple hysterectomy or, where fertility preservation 
is an issue, by cone biopsy with clear margins. For patients 
with other stage I and stage IIA disease, radical surgery and 
radiation are equally effective treatments. These patients 
should be carefully selected to receive one treatment or 
the other but not both, as their combined use substantially 
increases the cost and morbidity of treatment. Women with 
more advanced, nonmetastatic disease should be treated 
with radiation. Recurrent cervical cancer confined to the 
pelvis should be treated with the modality not previously 
received. Radiation is recommended to palliate symptoms 
in patients with metastatic disease. 
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Introduction 


Carcinoma of the cervix is one of the most common malignan- 
cies in women, accounting for 15,700 new cases (6 percent of 
all cancers) and 4,900 deaths in the United States each year. 
Worldwide, cervical cancer is second only to breast cancer as 
the most common malignancy in both incidence and mortality. 
More than 471,000 new cases are diagnosed each year, pre- 
dominantly among the economically disadvantaged, in both 
developing and industrialized nations. During the last 50 years 
in the United States, the utilization of screening programs 
based on the Papanicolaou (Pap) smear and pelvic examina- 
tion has led to a steep decline in incidence and deaths from 
cervical cancer. 

Both invasive cervical cancers and precursor lesions have 
been firmly associated with the presence of human papil- 
lomavirus (HPV) DNA. It has also been well established that 
the majority of squamous cell cancers of the cervix progress 
through a series of well-defined preinvasive lesions and that 
during this usually lengthy process, the disease can be easily 
detected by Pap smear screening. During this preinvasive 
stage, cervical squamous intraepithelial lesions (SIL) can be 
controlled with nearly uniform success and with the retention 
of fertility. 

Many treatment and quality-of-life issues remain unresolved 
for women with cervical cancer. For women with early-stage 
disease, key issues include determining guidelines for the 
extent of treatment, the pathologic and clinical indicators 
for the intensity of therapy, and the selection of a treatment 
modality among several competing options. For women with 
advanced-stage disease, critical issues include optimal radio- 
therapy techniques, whether chemotherapy or combined 
modality regimens improve outcome, the morbidity and ben- 
efit of salvage therapy for recurrent disease, and palliative 
treatment. Additional topics include advances in screening 
technology, the implementation of The Bethesda System for 
Pap smears, the role of FIPV testing and subtyping, treatment 
selection for patients with preinvasive disease, advances in 
laparoscopic surgical staging and therapy techniques, and 
the application of newer imaging techniques such as magnetic 
resonance. Prospects for both prophylactic and therapeutic 
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vaccines against HPV offer hope for fundamental alterations 
in the prevention and management of this disease. 

To address these and related issues, the National Cancer Insti- 
tute and the NIH Office of Medical Applications of Research 
convened a Consensus Development Conference on Cervical 
Cancer. The conference was cosponsored by the National 
Institute of Nursing Research, the National Institute of Allergy 
and infectious Diseases, the Office of Research on Minority 
Health and the Office of Research on Women’s Health of the 
NIH, and the Centers for Disease Control and Prevention. 

After 1 'A days of presentations and audience discussion, 
an independent, non-Federal consensus panel weighed the 
scientific evidence and developed a draft statement that 
addressed the following key questions: 

• How can we strengthen efforts to prevent cervical cancer? 

• What is the appropriate management of low-stage cervical 
cancer (FIGO stages l-IIA)? 

• What is the appropriate management of advanced-stage 
and recurrent cervical cancer? 

• What are new directions for research in cervical cancer? 
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How Can We Strengthen Efforts to Prevent 
Cervical Cancer? 

A strong causal relationship between HPV and cervical cancer 
and its precursors has been established. The evidence for this 
statement is as follows: 

• HPV DNA is present in virtually all cases (93 percent) 
of cervical cancer and its precursor lesions. 

• Multiple epidemiological studies indicate that HPV 
infection is the major risk factor for squamous intra- 
epithelial lesions (SIL) and invasive cervical carcinoma. 

• Studies have demonstrated that the HPV genes E6 
and E7 are integrated into the host genome and that 
the transforming proteins encoded by these genes 
are tumorigenic. 

More than 70 types of HPV have been identified. However, 
only 23 of these infect the uterine cervix; of these, only one- 
half are associated with SIL or invasive cervical cancer. 

These are further classified into low-risk types, HPV 6 and 
1 1. and high-risk types, most commonly 16, 18, 31, and 45, 
which account for more than 80 percent of all invasive cervi- 
cal cancers. An unknown percentage of women infected with 
HPV will develop either low-grade SIL (LSIL) or high-grade SIL 
(HSIL). One-third of all grades of SIL will regress, whereas 41 
percent persist and 25 percent progress. Of lesions that 
progress, 10 percent progress to carcinoma in situ and 
1 percent to invasive cancer. Three-quarters of ail grades 
of SIL will not progress. 

This virus is transmitted through sexual intercourse, with a 
peak prevalence of infection in women in the 22-25-year age 
group. The prevalence of infection decreases with increas- 
ing age suggesting that most infections in women and men 
resolve over time through host immune responses. 

Epidemiologic studies are now focusing on cofactors and 
host factors that may explain the natural history of HPV 
infections and their associated lesions. Factors under inves- 
tigation include smoking; use of ho.i'monal contraceptives; 
number of live births; young age at first sexual intercourse; 
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use of vitamins such as carotenoids, vitamin C, and folic acid; 
co-infection with other sexually transmitted diseases (e.g., 
herpes simplex, HIV, chlamydia); growth factors; cytokines; 
and humoral and cellular immunity. 

Screening 

Squamous cell cervical cancer is an ideal disease for screen- 
ing because of the typically long preclinical phase, which 
permits early detection. Use of the Pap smear is effective in 
reducing morbidity and mortality from cervical cancer. Despite 
the recognized benefits of Pap smear screening, substantial 
subgroups of American women have not been screened or 
are not screened at regular intervals. One-half of the women 
with newly diagnosed invasive cervical carcinoma have never 
had a Pap smear, and another 10 percent have not had a 
smear in the past 5 years. 

The unscreened populations include older women, the unin- 
sured, ethnic minorities, especially Hispanics and elderly 
blacks, and poor women, particularly those in rural areas. 
One-fourth of the cases of cervical cancer and 41 percent of 
the deaths occur in women age 65 and older. Data from the 
1992 National Health Interview Survey indicate that one-halt 
of all women age 60 and older have not had a Pap smear in 
the past 3 years. Although older women are screened less 
frequently, they have the same number of recent physician 
visits as younger women, which indicates the need to edu- 
cate older women and their health care providers about the 
importance of Pap smear screening, For patients who are 
not involved in routine screening programs, any health care 
encounter should be an opportunity to obtain a Pap smear 
and offer other screening modalities. On the other hand, 
recent evidence demonstrates that the gap in the incidence 
of cervical cancer between black and white women under 
age 50 is disappearing, suggesting that the rate of screen- 
ing has increased among young black women. 

To improve outreach to unscreened populations, reasons 
for nonparticipation in screening must be determined and 
addressed with appropriate interventions. Community- 
based approaches to reaching diverse ethnic populations 
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are recommended and should include using community 
leaders and members to assess attitudes and concerns 
prior to instituting screening programs, and as part of the 
process of education and awareness. Culturally sensitive 
and linguistically compatible staffing for outreach and 
screening is a key component. 

Logistical problems associated with screening in both metro- 
politan and rural settings should be addressed during outreach 
planning (e.g., transportation, child care, duration of appoint- 
ments, multiple site referrals, accessible screening sites). 
Options such as mobile screening services and incentives 
should be considered. 

A concerted effort to standardize Pap smear terminology 
resulted in The Bethesda System (TBS) (Table 1). TBS evalu- 
ates the specimen for adequacy, uses diagnostic terminology, 
and makes recommendations pertaining to the smear when 
necessary. Determining the adequacy of the specimen is a 
major contribution, because retrospective reviews of smears 
from women with cervical cancer have shown that many were 
unsatisfactory. Smears may be unsatisfactory for a variety of 
reasons, the most common of which are obscuring blood or 
inflammation. Evaluation of others may be less than optimal 
because of factors such as absence of sampling from the 
transformation zone. 

Among the diagnostic terminologies are LSIL and HSIL. 
Another category of abnormal squamous cells is atypical 
squamous cells of undetermined significance (ASCUS). 
Management modalities for HSIL are established and include 
coiposcopy-directed biopsy and endocervical curettage 
followed by conization with scalpel, cautery, laser, or loop 
electrocautery excision procedure. Management modalities 
for ASCUS and LSIL are not as uniform, A large clinical trial is 
currently under way to determine whether HPV testing can 
effectively triage these patients, to develop clinical manage- 
ment guidelines and provide prognostic information, and to 
identify areas for cost reduction in screening and treatment. 
The glandular cell abnormalities are divided into two catego- 
ries, atypical glandular ceiis of undetermined significance 
(AGUS) and adenocarcinoma. 
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Table 1 


The 1991 Bethesda System 

Adequacy of the Specimen 

Satisfactory for evaluation 

Satisfactory for evaluation but limited by (specify reason! 

Unsatisfactory for evaluation (specify reason) 

General Categorization (Optional) 

Within normal limits 

Benign cellular changes; see descriptive diagnosis 
Epithelial cell abnormality; see descriptive diagnosis 

Descriptive Diagnoses 

Benign cellular changes 
Infection 

Trichomonas vaginalis 

Fungal organisms morphologically consistent with Candida sp 
Predominance of coccobacilli consistent with shift in vaginal flora 
Bacteria morphologically consistent with Actinomyces sp 
Cellular changes associated with herpes simplex virus 
Other 

Reactive changes 

Reactive cellular changes associated with: 

Inflammation (includes typical repair! 

Atrophy with inflammation Cbtrophic vaginitis'! 

Radiation 

Intfauteiine contraceptive device (lUDl 
Other 

Epithelial cell abnormalities 
Squamous cell 

Atypical squamous cells of undetermined significance (ASCUS): qualify* 

Low-grade squamous iniraepithelial lesion (LSIL) encompassing HPV ‘ mild dysplasiafCIN i 
High-grade squamous intraepithelial lesion (HSIL) encompassing moderate and severe 
dysplasia, CIS/CIN 2, and CIN 3 
Squamous cell carcinoma 
Glandular ceil 

Endometrial cells, cytologically benign, in a postmenopausal woman 
Atypical glandUar cells of undetermined significance; qualify ' 

Endocervicaf adenocarcinoma 
Endometrial adenocarcinoma 
Extrauterine adenocarcinoma 
Adenocarcinoma, not otherwise specified 
Other malignant neoplasms; specify 
Hormonal evaluation (applies to vaginal smears only) 

Hormonal pattern compatible with age and history 
Hormonal pattern incompatible with age and history; specify 
Hormonal evaluation not possible due to. ..(specify) 

'Atypical squamous or glandular ceils undetermiried significance should be further qualified as to whether a 
reactive or a premalignani/maignant [xocess is favored. 

* ’Cellular changes of HPV (previously Termed ''koiocytotic atypia" or "condyiomalous atypia") are included in ihe 
category ot low-grade squamous inlraetHlhelial fesion. 
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Methods of specimen acquisition, preparation, and evalua- 
tion of the Pap smear have changed little since its introduction 
in the 1940’s. Although it is highly effective in screening for 
preinvasive lesions of the cervix, a single test has a false- 
negative rate estimated to be 20 percent. One-half of the false 
negatives are due to inadequate specimen sampling, and the 
other half are attributed to a failure to identify the abnormal 
cells or to interpret them accurately. Pap smears should be 
obtained in conjunction with a pelvic examination. If a gross 
lesion is visualized, it should be biopsied, as a Pap smear 
alone is inadequate in this situation. 

To improve the adequacy of the cervical smear specimen, a 
variety of sampling devices is available (e.g., spatula, endocer- 
vical brush, broom, and cotton swab). Liquid-based specimen 
collection methods are currently being evaluated to improve 
sampling and cell preservation and presentation. 

in fall 1995, the Food and Drug Administration (FDA) approved 
two automated instruments for rescreening smears evaluated 
as negative on the initial screen. Data from clinical trials sug- 
gest that these could reduce the rate of false-negative smears. 
Neither the efficacy in routine practice nor the cost-benefit of 
these devices has been determined. In addition, these and 
other devices are being evaluated for use as primary screen- 
ing instruments. 

In 1988 a group of experts recommended that annual Pap 
smears and pelvic examinations begin at onset of sexual 
activity or age 18. After three consecutive normal examina- 
tions, the interval between screenings may increase at the 
discretion of the physician and patient. In 1995, the Ameri- 
can College of Obstetricians and Gynecologists (ACOG) 
recommended that patients with one or more risk factors 
for cervical cancer (e.g., HIV or HPV infection, a history of 
LSIL, high-risk behavior) be screened annually. Women 
over the age of 65 should continue to be screened. 

Prevention 

Primary prevention of HPV infection will require (1 ) directing 
education efforts toward adolescents and health care provid- 
ers regarding the strong causal link between acquisition of 
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HPV as a sexually transmitted disease and development of 
cervical cancer and its precursors, (2) encouraging delayed 
onset of sexual intercourse, (3) developing an effective pro- 
phylactic vaccine, and (4) developing effective vaginal microbi- 
cides. The data on the use of barrier methods of contraception 
to prevent the spread of HPV are controversial but do not 
support this as an effective method of prevention. 

Secondary prevention efforts must focus on (1 ) developing 
effective antiviral agents to treat HPV and/or prevent trans- 
formation by E6/E7, (2) developing therapeutic vaccines to 
prevent HPV progression, (3) improving the sensitivity and 
specificity of screening for the precursors of cervical cancer, 
and (4) expanding education and screening programs to 
target underreached populations. 
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EXECUTIVE SUMMARY 


Background 

Sexually transmitted diseases (STDs), including HIV, are common, important, and 
preventable causes of morbidity, mortality, disability, lost-productivity, and health care 
costs. In the United States, more than 65 million individuals are living with an STD, the 
majority of which are incurable viral infections. Approximately 15 million new sexually 
transmitted infections occur annually in the U.S. In the United States, approximately 
493,000 individuals have died from AIDS, and 800,000-900,000 people are living with 
HIV disease. Many sexually transmitted infections can cause adverse pregnancy 
outcomes including miscarriages, stillbirths, intrauterine growth restriction and perinatal 
(mother-to-infanl) infections. Some STDs can cause infertility or lead to ectopic 
pregnancy among women and one, the human papillomavirus, can cause cervical and 
anogenital cancer. Furthermore, other STDs facilitate HIV transmission. 

The Problem and the Process 

Primary prevention of STD infection is an important health priority. Unfortunately there 
are no STD vaccines, except for hepatitis B vaccine, and topical microbicides to prevent 
STDs are not available. Beyond mutual lifelong monogamy among uninfected couples, 
condom-use is the only method for reducing the risk of HIV infection and STDs available 
to sexually active individuals. 

Recently, a number of Federal agencies sponsored a workshop to answer the following 
question: "What is the scientific evidence on the effectiveness of latex male condom-use 
to prevent STD transmission during vaginal intercourse?" This workshop was attended 
by 180 persons, and the data from numerous peer-reviewed published studies were 
discussed. Following the workshop, a panel of 28 experts worked to develop this report. 

The sessions included review of published information on the properties and user 
patterns of the male latex condoms for vaginal intercourse and included data from 
studies on pregnancy prevention. Focused research studies have documented the high 
effectiveness of condoms for prevention of pregnancy. The data associated with 
condom use in eight specific STDs were considered in detail, including HIV infection, 
gonorrhea, chlamydial infection (including gonococcal and chlamydial pelvic 
inflammatory disease), syphilis, chancroid, trichomoniasis, genital herpes, and genital 
HPV infection and associated diseases (i.e. cervical dysplasia, cervical cancer and 
genital warts). 

The meeting was not intended to make public health policy recommendations regarding 
the role of condoms in HIV/STD prevention policy and programs. 

Assessment of the Data 

In general, the Panel found the published epidemiology literature to be inadequate to 
definitively answer the question posed to the workshop participants. Most studies 
reviewed did not employ a prospective design, which is the optimal method to assess 
the effectiveness of condoms in preventing infection. 
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Conclusions on STDs Transmitted by Genital Secretions 

The published data documenting effectiveness of the male condom were strongest for 
HIV. The Panel concluded that, based on a meta-analysis of published studies “always” 
users of the male condom significantly reduced the risk of HIV infection in men and 
women. These data provided strong evidence for the effectiveness of condoms in 
preventing HIV transmission in both men and women who engage in vaginal intercourse. 

The Panel also concluded that the consistency of findings across four epidemiological 
studies of gonorrhea indicated that the latex male condom could reduce the risk of 
gonorrhea for men. 

The strongest evidence for potential effectiveness of condoms on other STDs 
transmitted by genital secretions (i.e. gonorrhea in women, chlamydial infection and 
trichomoniasis) was the laboratory-based studies on the properties of the male latex 
condom and the strength of the evidence for condom use reducing the risk of HIV 
transmission in men and women and gonorrhea in men. The Panel concluded, however, 
that because of limitations in study designs there was insufficient evidence from the 
epidemiological studies on these diseases to draw definite conclusions about the 
effectiveness of the latex male condom in reducing the transmission of these diseases. 

Conclusions on Genital Ulcer Diseases 

The Panel agreed that the published epidemiologic data were insufficient to draw 
meaningful conclusions about the effectiveness of the latex male condom to reduce the 
risk of transmission of genital ulcer diseases (genital herpes, syphilis and chancroid). 

Conclusions on HPV 

For HPV, the Panel concluded that there was no epidemiologic evidence that condom 
use reduced the risk of HPV infection, but study results did suggest that condom use 
might afford some protection in reducing the risk of HPV-associated diseases, including 
warts in men and cervical neoplasia in women. 

Summary 

The Panel stressed that the absence of definitive conclusions reflected inadequacies of 
the evidence available and should not be interpreted as proof of the adequacy or 
inadequacy of the condom to reduce the risk of STDs other than HIV transmission in 
men and women and gonorrhea in men. To definitely answer the remaining questions 
about condom effectiveness for preventing STD infections will require well-designed and 
ethically sound clinical studies. 
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DEPARTMENT OE HEALTH ti HUMAN SERVICES 


Public Health Setvice 


National Institutes of Health 
National Cancer Institute 
Bethesda, Maryland 20892 


APR 8 1999 


The Honorable Michael Bilirakis 
Chairman 

House Committee on Commerce 
Subcommittee on Health and Environment 
Washington, D.C. 205 1 5 

Dear Mr. Chairman: 

I am responding to your letter of March 19, 1999, in which you pose twelve questions as a 
follow-up to my testimony before the Subcommittee on Health and Environment on 
March 16, 1999. 

As requested, the questions have been restated below. The answer follows each numbered 
question. 

1. The National Cancer Institute (NCI) is in the process of conducting a randomized 
trial to establish the best way to manage abnormalities that are discovered during 
Pap smear tests. This study is often referred to as ASCUS/LSIL Triage Study or 
ALTS. Please explain the purpose and significance of this trial? 

NCI is conducting a large randomized trial to find the best way to manage the mild abnormalities 
that often show up on Pap tests and may, in rare instances, progress to cancer if left untreated. 
The ALTS trial is comparing three approaches: 1) immediate colposcopy (a procedure in which a 
physician examines the cervix through a magnifying instrument and biopsies any abnormal area; 
2) repeating the Pap test every six months (because most abnormalities return to normal without 
treatment); and 3) testing for cancer-associated types of HPV as a means to differentiate between 
abnormalities that need immediate colposcopy and those that can be best followed with repeat 
Pap tests. Researchers will compare the three different groups to assess the effectiveness of each 
management option in detecting the serious abnormalities that can progress to cancer, the 
acceptability of each option to patients, and the cost effectiveness of each option. 

2. When do you estimate the NCI will develop a vaccine for human papillomavirus 
(HPV)? Can you describe all of the different HPV vaccines that are being tested? 

There are both preventative and therapeutic HPV vaccines which have been developed by the 
NCI that are currently being tested in clinical trials. They seek to prevent infection or to induce 
regression of established infection via immune recognition of specific HPV -encoded proteins or 
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peptides. Such vaccines can be delivered either directly as a protein or by viral vectors derived 
from organisms of a different but related species. 

3. What effect, if any, does HPV have on men? 

Scientists have found an association between several types of HPV and the development of anal 
cancer and cancer of the penis (a rare cancer). HPV also frequently causes benign warts. 

4. In addition to cervical cancer, what other effects can HPV have on the body? 

Genital warts (condylomata acuminata or venereal warts) are caused by only a few of the many 
types of HPV. Other common types of HPV infections, such as those that cause warts on the 
hands and soles of the feet, only rarely cause genital warts. In women, the warts occur on the 
outside and inside of the vagina, on the cervix, or around the anus, in men, genital warts are less 
common. If present, they are seen on the tip of the penis or the urethra; however, they also may 
be found on the shaft of the penis, on the scrotum, or around the anus. Rarely, genital warts also 
can develop in the mouth or throat of a person who has had oral sexual contact with an infected 
person. 

5. Please provide the number of HPV cases in the U.S. Is this number increasing or 
decreasing? To what can this trend be attributed? 

It is important to remember that estimating the prevalence of HPV is difficult. Prevalence 
depends on many factors which include: the population screened, the sexual habits of those 
screened, what is classified as HPV infection at the time of screening, etc. Estimates for the 
number of HPV cases varies. In November of 1996 the CDC estimated that 24 million 
Americans were infected with HPV. The incidence of HPV infection has increased with 
changing sexual mores starting in the 1960's. It is difficult to know whether variations in 
incidence and prevalence reported during the 1990's represent an actual change in the number of 
cases of HPV. 

6. What, if any symptoms are associated with HPV? If It is asymptomatic, how would 
one know one is infected? 

HPV may cause warts with many different characteristics. They may appear small or large, flat or 
raised, single or multiple; sometimes the warts may not even be visible to the naked eye. The 
most common places to notice genital warts are outside the vagina, on the penis, and around the 
anus. In women, HPV can lead to the development of warts inside the vagina and on the cervix 
as well. For many people who have HPV infection, there are no obvious signs of infection. 
However, if warts are present, a doctor can diagnose HPV infection by their characteristic 
appearance and the history of how they developed. In women, to look for warts on the cervix or 
in the vagina, a doctor may use a colposcope, which is like a telescope. In addition. Pap smear 
results may be suggestive of HPV infection. There is currently no blood test that has proven 
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reliable in the diagnosis of HPV infection and it is not possible to routinely culture HPV. 
However, there are sensitive DNA based assays which can be used to diagnose symptomatic and 
asymptomatic HPV infection. 

7. How widespread or common is HPV? Of the women who have HPV, what is the 
percentage of those women who will develop cervical cancer? 

More than 80 types of HPV have been identified. However, approximately 25 types infect the 
uterine cervix; of these, only some are associated with invasive cervical cancer. They are 
therefore classified into low-risk types, HPV 6 and 1 1 , and high-risk types, most commonly 1 6, 

1 8, 31, and 45, which account for more than 80 percent of all invasive cervical cancers. Less 
than 1 5 percent of women infected with HPV will develop either low-grade squamous 
intraepithelial lesions (LSIL) or high-grade squamous intraepithelial lesions (HSIL). At least 
one-third of all grades of SIL will fade, whereas less than half persist and approximately one- 
quarter progress. Of lesions that progress, approximately 10 percent progress to carcinoma in 
situ and 1 percent to invasive cancer. 

Since the virus is transmitted primarily through sexual intercourse, there seems to be a peak 
prevalence of infection in sexually active women who are younger than 25 years of age. The 
prevalence of infection decreases with increasing age, suggesting that most infections in women 
and men resolve over time through host immune responses. 

8. The NCI has identified risk factors, such as the human papillomavirus, in the 
development of cervical cancer. What work has NCI done to coordinate a Federal 
response to the prevention of cervical cancer? Specifically, what has NCI done to 
coordinate with the Department of Health and Human Services (HHS) Office of 
Population Affairs and the HHS Health Resources and Services Administration 
(HRSA) to alert women concerning the risk factors associated with cervical cancer? 

Federal agencies are designated to serve the United States in specific ways. The National 
Institutes of Health (NIH), of which NCI is a part, is a research agency. In its mission to protect 
and improve human health, the NIH (and NCI) conducts and supports basic, applied, and clinical 
and health services research to understand the processes underlying human health and to acquire 
new knowledge to help prevent, diagnose, and treat human disease and disabilities. This may 
include developing an information campaign such as the Pap Tests: A healthy habit for life 
campaign and evaluating its effectiveness at achieving its goal. NCI also has a mandate to 
disseminate research findings so that when the development and evaluation are completed, other 
Federal and state agencies, and private sector organizations, may lake this information and apply 
it accordingly. NCI, therefore, plays an integral role in these activities. 

The NCI disseminates research findings widely through scientific publication, press conferences, 
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press statements, clinical alerts, patient education materials, meetings of professional societies, 
television and radio, the World Wide Web, our toll-free Cancer Information Service, our PDQ 
databases, and the Information Associates Program. Our staff has many contacts within agencies 
for a variety of programs and issues. Through these personal contacts, and those mechanisms 
mentioned above, Federal agencies and offices have direct access to information pertinent to their 
programs. In addition, we maintain and foster close working relationships with other Institutes 
that have formal collaborative relationships with the Office os Population Affairs-our projects 
and programs are thus included in that broad knowledge base. NCI has several partnerships with 
other federal agencies and non-federal groups to enhance our information dissemination 
activities. Following are examples of two specific information campaigns on cervical cancer: 

Pap Tests: A healthy habit for life: In May 1998 the Office of Cancer Communications began a 
campaign to alert the public of the results of a survey that showed that older women were 
unaware of their continued risk for cervical cancer. National activities have included focusing on 
minority media outreach and the distribution of a media packet that focused on cervical cancer 
and older women. Additionally, NCI collaborated with the Healthcare Financing Administration 
(HCFA) to reprint an NCI cervical cancer publication with Medicare information for older 
women to be distributed through HCFA and NCI networks. Other activities have included 
conducting research with physicians to identify their attitudes and perceptions of Pap test 
screening among women 65 and older. Based on this research, a print public service 
announcement and newsletter article are being developed that encourage physicians to talk to 
their older patients about Pap test screening. These materials will be promoted through physician 
publications and newsletters. 

The Pap Test and Cervical Cancer Video: An intertribal video on the early detection of 
cervical cancer for American Indian Women was produced by the NCI in conjunction with the 
Nebraska Department of Health. The video comes with educational materia! to help inform 
American Indian women of the importance of regular Pap tests. 

9. Please name the NCI liaisons with CDC, HRSA, and the Office of Population 

Affairs. Has NCI coordinated activity with the Title V Abstinence Education Grant 
Program or the Title XX programs within those agencies? 

As previously stated, NCI staff has many contacts within agencies for a variety of programs and 
issues. Liaisons with CDC, HRSA and the Office of Population Affairs vary on the program and 
issue involved. 

NCI has not formally collaborated specifically on Title V Abstinence Education Grant program 
or the Title XX programs. As a research agency, NCI’s role is to conduct and support research, 
then disseminate widely, new knowledge gained. This is done through information campaigns 
like the Pap Tests: A healthy habit for life campaign. 
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10. What is the amount of research dollars spent fay NCI on HPV as compared to the 
virus that causes AIDS? How many women die annually in the United States from 
cervical cancer? How many women die annually in the United States from AIDS? 

There are over 80 types of HPV, about 15 of which are associated with cancer of the cervix. NCI 
estimates that it will spend about $38 million on cervical cancer-related HPV research, and about 
$235 million on AIDS related cancers, in FY 1999. There are about 5,000 deaths in the U.S. 
from cervical cancer each year, and more than 200,000 deaths world wide. Over 90 percent of 
these cancers are HPV-reiated. There were about 4,600 female deaths in the U.S., and 900,000 
worldwide, from HIV-related illness in FY 1997. 

11. On January 12, 1999, Chairman Bliley sent a letter to the NCI on women’s health 
issues, including cervical cancer, in response to that letter, NCI estimated the 
number of Americans with HPV to be 24 million. In testimony before this 
committee by Dr. Ronald Valdiserri, of the Centers for Disease Control and 
Prevention (CDC), on March 16, 1999, he indicated that number is 45 million. Can 
you explain the discrepancy in numbers? 

The NCI estimated number of Americans with HPV came from the CDC website. The entry title 
is “The Challenge of STD Prevention in the U.S.” and it was written in November 1996. CDC 
was not contacted by NCI for verification of this number and the CDC testified using an 
estimated number that may be more current than the one posted. Once again, it is important to 
remember that estimating the prevalence of HPV is difficult. Prevalence depends on many 
factors which include: the population screened, the sexual habits of those screened, what is 
classified as HPV infection at the time of screening, etc. 

12. In the above referenced letter from NCI to Chairman Bliley, NCI stated that, 
'‘^Condoms are ineffective against HPV because the virus is prevalent not only in 
mucosal tissue (genitalia) but also on dry skin of the surrounding abdomen and groin 
and it can migrate from those areas into the vagina and cervix.''^ That letter went on 
to say that ^''additional research efforts by NCI on the effectiveness of condoms in 
preventing HPV transmission are not warranted'^ To the contrary. Dr. Ronald 
Valdiserri of CDC testified on March 16, 1999 that ^‘Several studies have shown 
condoms to provide some protection against cervical cancer. . Can you explain 
the difference in conclusions made by CDC and NCI? 

The NCI conclusion that condoms are ineffective against HPV infection is based on the results of 
several long term studies which have failed to show that barrier contraceptives prevent cervical 
HPV infection, dysplasia, or cancer (Attachment 1, 2, 3). Dr. Valdiserri’s testimony might be 
based on studies that show that while condoms are ineffective in preventing transmission of 
HPV, they are quite effective at preventing transmission of HIV and other sexually transmitted 
diseases. CDC would be able to provide insight into the basis of Dr. Valdiserri’s statement. 
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Please do not hesitate to contact me if you have further questions. 


Sincerely, 

' i / / /P - 

Vj JC 

Dr. Douglas Lowy / j 

Deputy Director 

Division of Basic Sciences, NCI 


Enclosures 
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/.TTACHMENT 1 

Ormml Articles 


Barrier and Spermicidal Contraceptive Methods and Risk of Invasive 

Cervical Cancer 

Allan Hildesheim,' Louise A. BTinam,' Kaiherint Moflin/ Herman F. Lehman,^ Paul StoBey,* 
David A. Savin,^ and Robert Levme‘ 


The tSt£a of barrier and jgcrmicidal iKthoda of contraception on cervical cancer risk were eaaminedl by uudyuig 479 canes of 
hmologically Gonfurned invasive cervical cancer cues and 768 tandom digit dialing conoob. In addition id a detailed hiacorr of 
conoracci^ve practiocs« inibnnation was available on numenwi potential oonfounders, mcluding demognplric chancterteles, 
sexual bi^vidr, reptaductive ^cdis. Pap stoear screening histary, and smokmg. After adjustmaw for relevant confoundm, 
diaphragm and condom use were fotmd not to be significantly aaoctaced with risk of cervical cancer. Aliihou^ diert was a maU 
reduction m risk (OR ^ 0.8) associated adth long«cenn use (5-f yean) of the diaphragm, die effiict appeared to relue to 
concomitant spmaicide use, since there was evidence of forchei dccieases in ridt for women usii^ spermicides alone for extended 
periods (OR: «= 0.7 for 54- yean). Effects were only seen among nd^eco of higher income and education levels, suggesting thtt 
patterns of us^x may be irr^sMiant. The potential s^ility of ^wemkides to redutt cervical cancer ridt fay neutnliiti:^ viral agaKS 
iremnts further aitration. (I^Hdcmiology 1990:1:266-272) 

Keywords! Orvical cancer, contmeeptian. 


The stxoi:!^ and consistent association between sexual 
behavior and invasive cervical cancer ( 1 ) has led os the 
sugECStion that a sexually transmitted agent is involved 
in the etfology of diis disease. Two agents in particular 
have been extertsively studied: herpes simplex virus type 
2 and hunaan paptllomaviniaes (2,3). 

Given die possible infoaious nature of cervical can** 
cer, it is of inteitst to examine the possible protective 
effect of ccxicraceptive methods. Specifically, bairier 
methods of canciacepckm (mainly (he diaphragm and/or 
condom) provide a physical barrier that could reduce the 
likelihood of infection by sexually transmitted agents 
and conscrp^tly reduce the risk of developing cervical 
catKcr. Also likely is that use of spermicides (foam, 
jelly, and/or cream) reduce die risk of cervical cancer by 
protecting users feom acquiring sexually transmitted dis* 
eases. Spennietdes contain surfactants, mainly nonox'- 

‘Envi i w u ecreal Epid e miology Branch, National Canctr botitaie. Ex. 
eoitm: I%ua Nocdi, Room 443. Badwah, MO "iSK^X (addruinpnM 
reqiHsti ID Allan Hiklaheua). 'iUinou Cancer Council. Cowpfriw n - 
sfmCamxrCeiMsrferdicStateoflllinoia, Otkx|D, U- ’Depanment 
of EpideBudogy, of Kdidic Health. Unreenity of Akboma at 

BirniinihMB, Ekmindwm. AL. ^Dtpartment of MedidlW, Uniwnity 
of FVnitfyhwiia. PhiUelphb. FA ^Sdioot of MediciAc. Uruvenity 
of CEfonidb Heahh Scioiaa Center. Dcnrert 00. (CnRcniiy at the 
DepoftiBcie of Epidemlokify, School of FobHc Health, Univmity of 
Ncreh Coidbita, Chapel HlU, NC.) ^panieedaou Coayreh eiW ve 
Cancer Cotta, Miami, FL 33136. (Currmdy as the Deporanent of 
Intcmri Medicine. Oui lady of Menry MedkaiCema, Brou, NY.) 

C ISW EpideBioIogy Rcaeurcre Inc. 


yiu>l'9 (4), which have been shown to neucralue HSV-2 
(5,6), as well as other venereal agents (7|8). In addition 
to die role of each cancncepttve method in isolation, 
use of spennicidal agents in conjunction with barrfor 
methods might fonher protect against cancer dC the cer' 
vix. 

Previous studies of barrier contracqptives and spermi' 
cides in relatiMi (o invasive and pninvasivc cervkal 
cancer have yielded conflicting results. Many studies 
(9-16), but not all (17-19), have repotted an invene 
lebtton between diaphragm and/or condom use and cer- 
vical cancer ridt. In addition, four studies (9,12»H»17) 
have detected a negative relation b e tw e cii vaginal oier- 
micide use and cervical cancer, although oiw study diat 
also examined this issue did not detect an association 
(19). 

Of the studies mentioned above, only two were capa- 
ble of controlling for potential cor^unding by both sex- 
ual and screening behavior (12,17). Bodi of these were 
Audies of invasive cervical cancer. ([>lei:uanoetal(17) 
reported a 70% reduced risk of invasive cervical canox 
among women who reportnl ever use of a vaginal ^ver- 
micide compared with never usocs of ii^iennicidea. Un- 
fortunacely, this sn^y was unable to assess dre effect of 
duration of ^nnicide use on risk of :u:rvkal cancer. 
Peters et al (12) reporred a 7% miuctian in ribk of 
invasive cervical cancer pet you of use of a berrier 
method of contraception (defined as exmdom, dia- 
phragm, and/or spcnnicide). Aldtough roaiits ase not 
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presented in detail, Peten et el also noted that women 
who used vaginal ^rmicides without a diapluagm ap* 
peared to be at s lower risk of invasive cervical cancer 
than those who used the diaphragm without vaginal 
spermicides. 

In an attempt to assess the effect of barrier and sper* 
mtcide methods of contraception on risk of cervical can' 
cer. we obtained information regardir^ lifetime birth 
ccHitrol practices from invasive cervical carKer cases and 
conununiry controls in five regirms of the United States, 
The availability of inibrmation on nunttrrxrs potential 
confounders, including demographic characteristics, 
sex(»[ and reproductive hictors, Pap smear screening 
history, smokiitg, amd titt of c^her contraceptive meth' 
ods, allowed us to examine the effects of barrier and 
spermicide use independent of other known cervical 
canoar risk betas. 


Methoda 

Betaken April 1982 and January 1981, women 20-74 
years of age with newly diagnosed invasive cervical caiv 
cer were recruited ffxnn 24 participating hospitals in 5 
areas reporting to the Comprehensive Cancer Patient 
Data System (Birmingham. Chicago, Denver, Miami, 
and Fhiladelfdtta). 

Communiry controls were obtained through random 
fligtt dialing techniques (20). Controb were individually 
matched to cases on age (within 5 years), race, and 
telr^hone exchange. Two rantrob were selected per 
case. More detaib of the selection process are provided 
ebewhere (21)> 

A total of 658 eligible cases and 1114 controb were 
ascertained. Home interviews were conducted by 
trainml interviewers who obtained information on cori' 
traceptive practices, sociodemographic characteristics, 
pregnancy history, menstrual history, hygiene practices, 
sexual beluivia, medicai events, smoking, diet, marital 
history, and family history of cancer. Information on 
birth ccmtrol use was obtained by using lifetime caicn' 
dan to record usage of specific methods on a mondtly 
basb In the context of other relevant life events such as 
^ at menarcke, age at ffret intercourse, pregnancto, 
and agt at menopaiue. 

Interviews were succesfuUy obtairred from 481 cases 
(73.1%) and 801 controb (71.9%). Nonresponse was 
accounted for by refusal (9.7% of cues, 21.9% of con' 
trob), subjccu having moved or being unlocatable 
(3.8%, 3.4%), death (5.0%, 0.5%), illness (2.1%, 
1.1%), and oi^r problems (1.7%. 1.1%). In addition, 
physician consent was not obtained ffu- 4.6% of cases. 
The ffnal groups used in the analysis consisted of 479 
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cases and 788 controb for whom complete contraceptive 
hbtory was available. 

The odds ratio (OR), as an estimator of the rebtive 
rbk, was the nwasure r^ association used to determiiM 
the relation between contraceptive usage and cervical 
cancer. Unconditkxial Ic^tstic regression artalysis pro* 
vided adjusted ORs and 95% confidence intervab (C!) 
(22). Conditiona! logistic regression (23) that retained 
the matching of cases ai^ controb yielded similar esti' 
mates. We present results from unconditional logbdc 
regression in this report, since use of coitdicionai regies' 
skm analyses involved the excision of 22% of study 
subjects owing to mining matches. 

Results 

Table 1 describes die contraceptive practices among dre 
610 (77%) community controb enrolled in the study 
who reported use of contraceptive methods and tikis' 
crates the ftequent use of combinations of biidi concrol 
methods. Seven met)tods of contraception were exam' 
ined: vagina) spermicides, the diaphrs^, condoms, oral 
contraceptives, intrauterine devices (lUDs), fsmab 
sterilization, and vasectomy. The majority of these con' 
trob (75%) reported use of two or more methods. A 
total of 22% of users reported the use of four or more 
different methods in their liforime. 

Among 293 women reporting ever use of vaginal sper- 
micides, only 10 (3%) us^ it as the sole method of birdt 
control, white 227 (77%) also rqrorced use of barrier 
methods of connaceptiorr. Less chan 1% of 164 women 
reporting diaphragm use and 1 5% 287 women repon- 

ing condom use used these methods exclusively. 

Tables 2 and 3 present the risk of cervical cancer 
associated with use of specific birdt ccmtiol methods. 
Initially, battier methods of contiaccpcion a f ye a red to 
be associated with reduced risks of cervical cancer. How- 
cm, after controlling fa age, race, education, incocne, 
interval since last Pap smear, and lifetime number of 
sexual partners, the effect nearly disaj^aied. This, die 
risk associated with ever use after adjustment was 1.2 
(95% Cl = 0.9,1. 6). In addition, afta adjustment, no 
significant trend was observed with increased duration 
use of hairier medtods (p for trend 0.68). droit'Knn 
users (<5 years) having an OR of 1.4 and fong-term 
users an OR of 0.9. Further adjustment for duratsem 
oral contraceptive use a smoking dki not alosr these a 
any other observed estimates. 

When barrier methods of contracqmon were sept' 
rated into diaphragm and cortdom t»e (Table 2), dim 
was no effect on rbk for condom use, but some evidence 
of decreased risk auociaied with diaphragm use. R^c 
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TABLE 1. Conrrftctptivc Pr»cttces ainoBf 610 Comraunity Controls Bcportini Birth Control Uk 







Pairwise Birth Ccmtrol Use 

widr 




Total 

Only 

Vagiro! 

Spermicide 

Diaphragm 

Condom 

Oral 

Contraceptive 

lUD 

Female 

Steriluation 

Vasecto 

Vagin^ 

i^rmicidet 

293 

10 

_ 

154 

157 

199 

82 

64 

37 

Dii^hragEB 

164 

1 

154 

— 

87 

99 

44 

28 

25 

Contra 

287 

44 

15? 

87 

— 

183 

64 

51 

41 

Oral 

contraceptives 

403 

56 

199 

99 

183 

— 

113 

90 

64 

lUD 

151 

10 

82 

44 

64 

113 

— 

43 

18 

Femak 

sterUkatkm 

151 

29 

64 

28 

51 

90 

43 

— 

1 

Vasectomy 

85 

5 

37 

25 

41 

64 

18 

1 

— 


Number of Birth Control Methods Used in Lifetime 

3 4 5 6 


Number of women 
Percental 


TABLE 2- Risk Invasive Cervical Cancer Associattd m4di Barrier Contraceptive Use 



Cases' 

Controls* 

OR1 

cm 

a 

Barrier nwdiods} 

Never 

261 

418 

1.0 

1.0 


Ever 

162 

356 

0.8 

1.2 

10.9,1.61 

Nw 

281 

418 

I.O 

1.0 


<5 yean 

124 

223 

0.9 

1.4 

(1.0,1.81 

5+ yean 

Trend 

56 

133 

0.6 

p- 0.004 

0.9 

p - 0.68 

10.6,1.41 

Diai^uagmS 

Never 

401 

613 

1.0 

1.0 


<5 yean 

46 

U3 

0.6 

0.9 

fO.6,1.31 

5+ ^an 

Trend 

16 

38 

a6 

p - 0.002 

0.8 

p 'v 0.36 

10.4.1.61 

CondomS 

Nem 

3l7 

494 

I.O 

1.0 


<5 yean 

104 

169 

1.0 

1.2 

10.9.1.71 

5+ yean 

Treed 

42 

91 

0.6 

p - 0.05 

1.0 

p * 0.62 

10.6,1.51 


* WosDcn with miaaing values are excluded from enlysis. 
t Adjusted kn age. 

t Adjusied for age, race, cduatim. Incocne, interval smee last Pip bdcu, end lifettme number (4 seanat paitnm. 

I Ms^ usen of bemer medwda also «tted ^xRsicidei, eidwi aynehionousty or asynchnneinly' 

{^creased slii^tty widh increasing duration of ux, Imic tf disease as nonusers {OR » 1.0; 95% Cl »= 0.7>|.3). 

the trertd was not statistically signiftcanc (p for trend = When duration of use was examined, no significant 

0.36). trend of risk with mcreulng duration use was ob* 

Table 3 presents the risk of cervical cancer associated served (p for trend ~ 0.71), lone^rerm men having an 

with use of vaginal spermicidal. After adjusting for con- OR of 0.9 (95% Cl — 0.5.1. 4)> However, when spet' 

founding faci»n. ipennicidc users wttt at a similar risk micide use was restricted to diose wcunen who lep OF t a d 
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TABLE 3. Ri«k of Invattvc Cervical Cancer Ataociated with Vajgibal Spennietde Die 



Cwci* 

Coniroii* 

ORt 

OIU 

a 

Vagins! spmnkides$ 

Never 

33! 

486 

1.0 

1.0 


Ever 

132 

288 

0.7 

1.0 

t0.7,l.31 

New 

331 

486 

1.0 

I-O 


<5 yem 

102 

2U 

0.8 

1.0 

10.7,1.4) 

5+ ycart 

Trend 

30 

72 

0.6 

b » 0.009 

0.9 

p * 0.71 

ro.5,1.4) 

^|>ermictde wichmn barrier 

Never 

383 

605 

1.0 

1.0 


<5 yem 

69 

140 

0.9 

1.0 

10.7.1.41 

5+ ytaa 

Trend 

il 

29 

0.7 

p » 0.19 

0.7 

p s 0.51 

10.3,1.5] 


* Woraen with iBS^nc wlucs ar* excluded ftom wialym. 
t Adjuned km ace. 

I Adjusted far Bgc. nee, edk^ation, income, interval Sine* bn Pip nacM, and Itfetunc number cf sexual partnm. 

I Includes women who used viginai spermicides alone, as well as women who used vaginal tpenniddes with the diaphragm or condom. 


usifi^ Vi^nal spcrmicidca without the iimultaneous use 
of a bazriet method (vaginal speimicidc only use), long' 
term men had a slightly reduced cervical cancer risk 
(OR 0.7: 95% Cl = 0.3,1.5). although the t«t for 
trend was not significant ip - 0.51}- 

Civen the poulbility that timing, in addition to du' 
ratitm, of birdi omcrol use mi^r be of importance, die 
period of ccrntraceptive usage was examined in relation 
ix> the date of diagnosis of the case (and comparable data 
for controU). Fivc'year periods of time were constructed 
starting from the date of diagnosis of the case and mov- 
ing backwards in time. Within each 5>year period, 
women reporting 6 or more months of use of a given 
method were compared with those reporting no me 
the same method during the same period. No time pe* 
riods oHild \x identified where the varying methods of 
birth omooi had distinct effects. 

Women who report never having used any birth con' 
trol may be an inappropriate reference for comparison 
with women who r eport using methods of contracep' 
tion, owing to wide deferences in patterns of health 
care, sexual behavior, and socioeconomic stacis (SES). 
This concern led us to investigate the issue more closely. 
A total 31% of the cases reported never using any 
method of bir^ concrol compared with 23% of the con' 
trols, yfolding an OR 1.5. When controls who re' 
ported no concraorptisv usage were investigated, they 
vttxt found to be mme likely than controls who reported 
having used contraceptives to be poor, uneducated, 
black, and never to have been semened for cervical cari' 
cer. We detected significant differences with regard to 
number lifetime sexual partners. Despite these differ' 
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ences, excluding women who never used contraceptives 
fiom the analyses did not markedly alter the adjusosd 
estimates of risk, and conclusions drawn from the tfota 
remained unchanged. 

The effect of excluding women who had ever used 
oral contraceptives was examined in analyses comparing 
users of nonhormonal contraceptives with eatdi otber. 
Although no significant trends were observed, long' 
term vaginal spcnnicide ordy users were found to be at a 
70% decreased risk of disease (OR » 0.3; 95% Cl » 
0.06,1,1). 

Because of concerns regarding the accuracy and con* 
sistency of use of contraceptive methods, we examined 
contraceptive users and nonusen within different cate- 
gories of income and education (Table 4). Women with 
O-U years of education and <S20,000 yearly incoine 
were classified as low SES. Those with 12+ yeaurs of 
education and income >520,000 were classified u hi^ 
SES, arvl the remainder were classified as mednim SES. 
When analysis was performed stratified by SES, tmrricr 
and spermicidal contraceptive use amor^ low and me' 
dium SES women did not appear to be atgociattd with, 
reduced risks. Among low SES women, long'tetm vag' 
tnal spcnnicide usen were at a 1,7'fbkl excess ride, but 
this effect was not statistically significant. Among hij^ 
SES women, a significant dose response of decreasing 
risk with increasing duration of use was dbserved amoi^ 
^rmicide users (OR 0.5 for long'term usen; p 
tretul = 0.03). Furthermore, the reduction in rok was 
strongest among women who r eported use of vs^inal 
spermicides without simultaneous use of banrier mc^ods 
(OR — 0.3 for long-term users; P for trend == 0.05). 
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TABLE 4. Ri»k of Invasive Cervical Cancer Associsitcd witli Bulb Control U»«, by Socioecoiumuc Status 



Low SES' 


Medium SES 

Hi^SES 


OR1 

Caaest 

OR 

Cases 

cm 

Ceases 

Viginal spennicides 







Neirer used 

1.0 

(148) 

1.0 

(92) 

1.0 

(73) 

<5 yean 

1.1 

(31) 

1.1 

(39) 

0.7 

(30) 

54^ yean 

1.7 

(10) 

1.0 

(8) 

0.5 

(11) 

p fer trend 

p = o.« 


, = 0.72 


p » 0.03 


Vaginal spermkide alone 







Never used 

1.0 

(137) 

1.0 

(110) 

1.0 

(97) 

<5 yean 

l.J 

(28) 

l.i 

(25) 

0.7 

(14) 

5+ yean 

1.1 

(4) 

0.9 

(4) 

0.3 

(3) 

p fer trend 

p = 0.52 


p = 0.88 


p = 0.05 


£>iaphr^pn 







Never med 

1.0 

074) 

1.0 

(121) 

1.0 

(86) 

<5 yean 

2.4 

(11) 

0.6 

(14) 

0.7 

(21) 

54 yean 

l.l 

(4) 

1.1 

(4) 

0.6 

(7) 

P for trend 

p * 0.27 


p = 0,40 


p = 0.12 


Condom 







Never used 

1.0 

(150) 

1.0 

(SB) 

1.0 

(64) 

<S yean 

1.3 

(2S>) 

1.2 

(35) 

1.2 

(36) 

54 years 

a? 

(10) 

1.1 

(16) 

1.0 

(14) 

p fer emd 

p « 0.69 


p = 0.82 


p = 0.68 



* LowSES ^ &-U yein education and <c20K yearly iruxmw. Medium SES yean education and >2CK inuMne) or (12 -f ycaia eduearion 

and «2(^ income). Ki^ SES « 12 4- yran education and >201C lAcome- 
t Adiusicd fee b||c, race, inrarval since last Pap smear, and lifnime number of »aual pamvn. 
t Women arith missn^ valua arc cachidad from analyiss. 

Among high SES women, there was also evidence of 
decreased ruk associated with long-term diaphragm use. 

The trend, however, was not statistically significant (fr 

0.12). AnKnig condom users, no protective efTeci was 
detected 

Analysis was also conducted stratifying by number of 
lifetime sexual partners, under the assumption that 
women who report multiple partners would luve greater 
benefits horn use of barrier and spermicidal conttacep^ 
live methods. No diflTerences were observed when ORs 
drained from the main analyst and those obtained 
frc»n the stratified analysis were compared (data not 
shown). 

Discussion 

Previous studies ha'^ reported reduced risks of cervical 
cancer associated widi banter (9-16) as well as spermi' 
cide (9,12,14,17) methods of contraception. Few stud' 
ies, however, have been able to adjust appropriately for 
confounding variables (12,17). Adjustment for Pap 
smear j»:rcenmg history, SES, and sexual behavior is 
essential when assessing the effect of binh control meih' 
ods on risk of cervical cancer, as has been shown in our 
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previous repoR of the effect of oral contraceptive use mr 
risk of invasive cervical cancer (21). 

Indeed, education and interval since last Pap smear 
were strong ctmfounders of the association of birth con' 
trol use and cervical cancer, while lesser confounden 
were income and number of sexual partners. Adjustment 
for these Actors brought the estimates of risk associated 
with barrier and spermicidal methods of coniraceptkxi 
close to unity. Additional adjustment fee duratitm of 
oral contraceptive use and smoking luuil little effect on 
tire risk estimates. Thus, although hodt condom ami 
diaphragm use appeared initially to be associated with a 
reduced risk of ccrvkal cancer, these effects were essen^ 
tially eliminated by adjustment fei confeunding factms. 

Initial examination of spermicide use showed an 
parent protective effect on the rtdt of invasive cervic^ 
cancer, although adjustment fer confeuiKlmg factors 
eliminated this association. Furdiei assessment usage 
within categories of SES, however, revealed that women 
of high SES who used vaginal i^rmicides were at a 
signihcantly reduced risk of involve cervical cancer. 
Although a similar, Init nonsignificant eRect was Ob' 
served fer diaphragm users, the efeser^mtion diat high 
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SES women who used vaginal ipermicitles without con* 
comitant use of a barrier methods were at a lower ridt 
than thcMe who used spermicides with a barrier method 
suggests that the spermicide aurd not the diaphragm pro- 
tecc agaiitst disease. Funhermorc, 92% of diaphragm 
users miK>rted also using vaginal spermicides, indkatn^ 
that the nonsignificant decrease in risk observed among 
women of high SES wlu> reported diaj^ragm use could 
result from ^e effect of the spermicide on risk. In ad- 
dition, our finding that Icsig'ttrrm vaginal spennicidc 
only users were at a 70% decrease in risk when compared 
with other nonhormonaJ contraceptive users further 
strei^hens tlut hypothesis that the reduction in risk is 
fbm spermicide rather than diaphragm use. 

A possible explanation fetr dhis subgroup effect is dut 
women of higher and those adro use spermicides 
akme are more likely to vue die ^lermtcide consistently 
or nunc likely to use larger quantities of spermicide. 
Also, daa obtained from higher SES women might be 
more accuiaie and ol^ned from this sulset of 
women might be better estimators of die association of 
birth omtml use and cervical carKcr. Camicxi, how- 
ever, must be exercised m interpreting diese rauits. 
given the small numbers of women involved and also (he 
possibility of confeundii^ by sexual behavior of the male 
partners of worrien, a variable not assessed in this study- 

The ladk of a significant protection provided by the 
diaphragm might also be expbined by the fact that the 
diaphragm traps some of the spermicide close to the 
cervix, reducing the effectiveness of die ^leiTnicidc to 
protect against viral infection of the vaginal vault. Var- 
ious agents, including those believed to be linked caua- 
ally to cervical cancer (HSV'2 and HPV), ate capable of 
infecting the vagina and vulva {24*2S). The vaginal 
vault may thus become infected during intercounK, and 
the infection may ^»ead to the cervix after removal of 
the diaphragm. 

Omdom use has traditionally been regarded as a phys- 
ical bonier that protects the vaginal vault from infection 
during sexual inmrcouisc. Our observation that condom 
use does not reduce die risk of cervical cancer might be 
interpreted as indicating diat the ctmdom is not always 
used af^ropnately. Sexual contact prior to the place- 
ment of the crnidom would climirutc its protective ef- 
fect. In chn study we were uruible vo assess directly the 
reliability of use of condemns. Gratification by SES vari- 
ables did not suggest any differential use patterns among 
high and low SES women. Another possible explanation 
fsx die lack protectiem provided by the cond^ is that 
are» cf die hue eff the penile shaft may not be shielded 
by die condom, and any infectiorw in this area may be 
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rransmined to the female paitnet. A previous report 
(29) has demonstrated that high proportions of male 
HPV infections occur In the penile shaft. 

In summary, after adjustment (a confounding in this 
study, neither diaphragm nor condom use appeated to 
reduce substantially die risk of invasive cervical cancer. 
A protective effect of vagina! spermicide use amcmg hi^ 
SK wonten was sug^ted by die data; the effect was 
strongest among women who used spermicides without 
the diaphragm. Althou^ a rediHDtion in cervical cancer 
risk among women reportir^ spermicide uk is biolc^- 
caliy plausible based on fxoven anttvinil effects, fur- 
ther investigations are needed to confirm die relation- 
ship. 
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Epidemiologic Correlates of Cervical 
Neoplasia and Risk of Human Papillomavirus 
Infection in Asymptomatic Women in Brazil 

Luisa Lina Villa, Eduardo Luis Fabiano Franco,* Ludwig Instiiule 
for Cancer Research Human PapiUomavirus Study Group 


To Bi«e5t%itc die ^idenuoloeic eomlatcs of cer- 

viad ameer are {nedktert Of inrectioii with genital hiuiuD 
papillQiBa<rirus (HPV), we per for m ed a preraksoe Stirvcy 
in two metropeUtaa areas of Brazit, Rcdfe and Sao Patdo. 
Hie data iwoirds of femr randomly selected 
wwnen were matched on the basis ^ age, dink, and admia- 
aoo period with those c# eadh of 13d ptfients with posidve 
HPV DNA bybridizatMiis. Ana! iatercoofse [prerakne e rate 
ratio (PRIU = 1.7] and currcM pregoan^ (PRR = 13) were 
the only variables assodated with HPV 6/11 uifectioa (P 
< .10). <hiiy the frcqiieficy of gyncooloeic consultations was 
assodated (negatively) with risk of HPV 16/18 infection (P = 
3)175). Our data faikd to provide evidence for the existence 
«t shared ride faeuws for geoitd HPV infection and cervi- 
ad cancer. Tbe frequency of mixed HPV urfedions was 13 
times hi^fier thu expected, a finding suggestive of the ads' 
tence of athtitionai detenninants of HPV infection not akin 
to tbe gcneial behaviorat characteristics of women diat are 
probed in the stody. U NaU Cancer lost 81:332>340, 1989) 


Epidemiologic studies have conmtcotly ^wn that die 
main detenninants of risk for cervical neoplasia are oorto- 
laics of sexual activity. The rioracteristics generally identi- 
fied in such investigations are (a) eariy onset of sexual ac* 
tivity. (b) multiple sex partners, and <c) piomiscuity of the 
partner {1-3). In addition, other studies hai« suggested that 
wives of patients with penile cancer are at an increased risk 
of deveh^ing cervical cancer later in life « JX Sudi ftodiugs 
are further siq^KHied by re^ts from population correlation 
studies, in whidi strong associations have been found be* 
tweoi the development of cervical cancer and penile cancer 
witit the me of mortality and morbidity data ((^ 7). These ept- 
demiologjc associatior^ suggest a role for a sexually unis' 
mimd infectious a^t in the etutiogy of cervkal cancer. 

Hutnao painUomavinises (HPVO have been implkaied as 
tbe mori lOcc^ causal agents of cervical neoplasia, since 


much experimental and histopatlmlogic evidence has beea 
obtained in regard to the oncogenic potenttai of thk group of 
viruses (^9X HPV nucleic acid sequences have been found 
in a substantial proportkm of jqxximens from cervieai 
carcinomas occurring in different populations (70). Other 
investigations including surrogate contnti groups rcfuesenta- 
tive of asym;Homatic women have denxmstrated tiiat, aJ- 
thou|^ HPV DNA sequences are also found in normal 
cervkal epithelia, they are detected at rates that are much 
lower than those found in cervical cancer cases (,11-13). 

The above model of a single-agent causation for cervical 
cancer has two drawbacks. First, the mere statistical associ- 
ation between the HPV detection rate and the occurrence of 
disease is also consistent with another possible rote for this 
group of viruses. On the basis of the hypothesis that abnor- 
mally proliferating epithelia would be more prone to infoc- 
tion by HPV, one would also observe a higher detection rate 
among women with cervical abnormalities than among nor* 
mal controls. Secondly, cervical cancer appears to be a dis* 
ease witii a multifactoria! pattern of occurrence, since other 
determinaats (e.g.. oral contraceptive use, parity, and tobacco 
smoking) have also consistently emerged as independent risk 
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factors.in qtuiemiologic iDvestigatioos (MX Ooly pro^jec- 
ti>« studies cut disentangle du amiUnty of effecu between 
the two EUKlels because, unlike cross-sectional or recrospec- 
tivc surveys, fottow-iqp tfudies provide die e^rect time per- 
spective needed fm- establishing causatkn. However, most 
prospective studies of HPV -infected women arc in the imtia! 
stages; thus, ttictf results arc only preliminary and lack su- 
tisdcal power to provide conclosivc evidence for the role of 
HPV as a caiissd agent for cervical cancer. 

In the present investigation wc prtqxxse an altcmative study 
design for assessing tise role of HPV in eemcal neoplasia. 
Our investigation is based tm the hypodieas that die sexual 
acti^ty correlates of the disease aie in teali^ determinants of 
genital infection with HPV. As siKdt. these cortdstes should 
be dSrectly measured in an ^idemiotogic study of bebavion! 
predictors of the HPV prevalence rates in asymptomatic 
womoL 

Methods 

study PopuIatkMS 

Two Brazilian metropt^itan areas were selected far the 
Study: Redfc ancl Sio Paulo. Tbe capital of Pernambuco 
State. Recife is in Bratdl's northeastern region and is consid- 
ered to be a hi^risk area for cervical cancer. The average 
annual incidence rate for dus neoplasm Cmvasve disease) in 
Recife during the most recent survey period of 1976-1979 
was 96.5 new cases per 100,000 women, age-adjusted by 
the world population (/5). Sao Paulo, die capital of SSo 
Paulo State, is in southeastern Brazil and is considered to 
be an intermediate-risk area for cervical caocer, with an 
age-suodaniized incidence rate f<tf 1978 of 3S.I (76). 

Study subject were seleaed by straiifted random sam- 
pling of die adult female populations attending three 
family-planning and matenial and diiid health clinics, two 
in Recife [Instituto Materno-lnfantil de Pernambuco (IMIP) 
and Ho^ital do Cancer de Pernambuco (HCP)] and the third 
in Sio Paulo [Hospital de Vita Nova Cachoeirinha (HVNQ). 
The reasons given for attending the clinics induded (a) rou- 
tine medical examinations for women using contraceptive 
methods, (b) child immuniation. and (c) general pediatric 
and gynecologic care. The nationwide hcaldi and social secu- 
rity system maintained by the BrazilUn Government i$ billed 
Jirecily for all health delivery services. Additional funding 
■s provided under contracts by the municipal and state gov- 
■Tnments. These clinics maintain for dietr communities ac- 
ive screening programs for cervical cancer. During the study 
-leriod (April 1986 through April 1988X the combined bien- 
lial acoval for these clinics was 29,000 women. On the 
asis of this d)mamic population, we selected 2,0S0 as the 
irget sample size, to allow sufficient sutistical power to de- 
at least a 50% difference in HpV infection rate above the 
xpected prevalence level of 2% that was obtained during a 
retest phase coikhicted is Slo Paulo is 1986. 

Infbrnted consent was obtained from all patients. None of 
le selected patients refused to partic^wie. A routine Papa- 
.colaou eyvAogy examinatioi was done on all subjects. The 
utoR-tipped swabs used for harvesting cervical cell %)eci- 
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mens were immersed in i^iosphatc-buflcred saline (PBS) and 
refrigerated at 2-8 ^ for, at most, 3 days before diey were 
shipped is wet ice to the laboratory in Sso Paulo, where 
HPV DNA anidyses were perftKiaed. Afrer :q>ecimcos were 
collected foun the patients, the patients vrere stAgected to 
a standanjized, structured interview that lasted 30-40 min- 
iites. The trained female interviewers diehed infonnatioD on 
socioecotuMnic and demograjAik variables, soMrfdng and al- 
cohol drinkiag habits, pctsonal hygiene practices, access to 
health care, reproductive history, and sexual pncticea The 
interviewers were not aware cX the study hypotheses or of 
any cunent or past cytologic results for the patimts. Since 
die questionnaire dealt with sensitive infonnatbii, die tntor- 
viewen were ariied to gradb die le^xHises of die patients on 
the basis of their wUlingness to cotgierate tn answering all 
questions. 

HPV DNA HytH^dizatioB Analysis 

Detection of HPV DNA sequences of subtypes 6. 1 1, 16, 
and 16 (provided by Professor Harald zur Hausoi, German 
Cancer Research Center, Heidelberg, Federal Re{Htb!ic of 
Germany) was performed by the fiites' in sito hybi^ization 
method (/7) with the following modifications- The cervi- 
cal cell suspensions were ccnolfuged for 2 minutes at I JiOO 
g resuspended in 1 mL of PBS, and counted in a hemocy- 
tometer to establish the number of cells deiivmxi onto ni- 
trocellulose filters (Miliipotc, 0.4S-Mm porosity, 25 mm in 
diameter). OU-containing filters were overlaid on Whatman 
3MM paper that had been soaked in denaturing solution (0.5 
N NaOH, 13 M NaCl) for 5 minutes and then overlaid on 
Whatman paper ihai had been soaked in 1.5 Af Tris-HCi 
and 03 M NaCl for S minutes. The filters were then air 
dried and baked at 80 ‘C for 2 hours. Only highly strin- 
gent conditions (18 below the melting temperature) v/ere 
used for both hybridization and washing of Uw fillers. The 
two halves of each filter were separately prehybridized in a 
solution containing 50% formamide. 5X Denhardi's solution 
(0.1% Ficoll, 0.1% polyvinylpyrrolidone, 0.1% bovine serum 
albumin), SX SSPE [0.9 M sodium chloride, SO mM sodium 
phos]Aiate buffet (pH 7.4), 5 mAf EDTA], 0.1% sodium dode- 
cyl Sulfate, and 100 Mg of denatured salmon sperm DNA/mL 
at 42 *C for 12-18 hours and hybridized with radtolabeled 
HPV DNA sequences of subtypes 6, 11 . 16, and 18. Probes 
were nick translated in the presence of ^^P*labeled deoxynu- 
cleotides to specific activities of 1-S X 10* epm^ug and 
added (combinations 6/1 1 and 16/18) to the hybridization 
mixture (S X 10* cpm of **P -labeled DNA probe/mL>- After 
36-48 hours at 42 *C. filters were washed twice in 2X 
(300 mAf sodium chloride, 30 mAf sodium citrate) and 0.1% 
sodium dodecyl sulfate at 68 **€ for 30 mioutes and exposed 
for 5 days at —70 **0 to x-ray film (Kodak, X Omat, XK I ). 
AutoradiOgnphs were read by a single observer (L. L. Villa), 
who was totally unaware of both the cytology results and the 
ride factor profiles of the patients. HPV DNA hyfevidization 
results were classified on the basis of the si^a! mtenrity of 
the autoradiographs into three categories: negative, bor^- 
Hae. and frankly positive. HPV-positive ceil scrapings from 
cervkai condyl^ata were used as positive controls in every 
hybridization batch. 
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^dstioil AaMyais 

Tbe tot*l study su&f^e accnicd during die iDvesdgation 
was 2,618 patients. Exdoded from the study were ^3 pa- 
tients whose cervical cdl ipedmens could not be evaluated 
and an additional 3S pati(»ts whose questioonaires wene 
jnd^ to tw of poor quality by the inn^ewers. For tbe 
remauung 2330 women, HPV mfectioo rates wen: calcu- 
lated according to each srady variable. Tbe search for vari- 
ables predictive of die likeHhood of a poritive HPV DNA 
i««dt followed a two-step analysis. Initially, wc estimated 
group-i^iecific HPV prevalence rate ratios ^RRs) by com- 
puting crude and clinic-adjusted Mantel-Haensad odds ra- 
tios and their 9S% confidence ii^ervals (CIs). Adjusted tread 
effects in the relationship between factor dose and magni- 
tude of risk were evaluated by Mantel's extensirai to the 
Maotel-Hacnszel method (.18). 

Because of the risk factor hetero^meity of the populatioes 
sami^ed in die study, a nested case-control analysis was sub- 
sequently perfumed to allow better oxitrol of cmifoundiog. 
The data records of four randomly selected patients widi 
HPV-negative <x borderline results were matd^ on die ba- 
sis of clinic, S-year age group, and trimester of admission 
with those of each of dw 141 women with i frankly positive 
HPV result (either sub^pe). The process of computerized, 
random record linkage to generate die nested case-contr<rf 
matched sets eliminated five patients because fewer Chan four 
controls u«re available in their matching strata. The resukiag 
case-control data set. conristing of 136 cases and S44 cm- 
trols, was analyzed according to tbe subset detennined the 
HPVgroiq):89 HPV 6/1 1 cases with their corresponding 3S6 
controls and 96 HPV 16/18 cases with dicir corresponding 
384 controls. For each matched case-control subset, crude 
PRRs for all vazUbles were computed by conditional lopstic 
regression (i9.20X The Ukeliho^ ratio dii-square statistics 
tfom each univariate matched analysis were used to build 
multivariate models containing all factois that wert assod- 
ated with risk of HPV infection at the 10% significance levd. 
The most predictive models for each ^bset were then ob- 
tained by stepwise efimination of all variables not reaching 
the above rignlficance levd. 


Results 

None of the statistical correlates of a frankly positive HPV 
^ledinea were usodated with the risk of havmg a borderline 
result (data not slmum). If borderiine results from autoradio- 
grafdis fcpiesented for the most part true intennediate lesults, 
became of lower numbers of vinl cojHcs or lower frecpica- 
des of infKted cells per specimen, their statistical com^tes 
would be amilar to foose of frankly positive specimens. The 
number of qritl^iai celts per fitter used in tile hybridiza- 
tioD was the most importani determinant for our finding a 
bordmlinc result Frequencies of such results were two to 
four times higher among specimens containing >330,000 
cells per filter than among specimens %vith lower cell counts: 
However, frankly positive specimens were only 1.2 times 
more frequently observed among lysates witii higher num- 
bers of cdls. In addition, frequencies of HPV infection, as 
judged by frankly poative results, were much higher in tile 
Recife clinics than in tite Sio Paulo clinic, whereas the fre- 
quent of boederiine results was higher in the clinic ui Sio 
^ulo- Thnefore, we considered borderiine specimens as due 
mostly to background reactivity, and all stb^uent analyses 
included these results among tiie dearly negative ones. 

HPV infection rates according to HPV ^up and dinic an; 
shown in table !■ Since the Sao Paulo population has many 
migiani groups from other Brazilian regions and, in paitic- 
idar. from tiie noitheasiero region, PRRs are {uesest^ both 
as crude estimates and after adjustoKUit for the geographic 
origin of patients. Infection rates for botii HPV groups were 
conuderabiy higher in tbe Recife clinics than in the Sao Paulo 
dink;. There were no statistically rignificani differences in 
infection rates between the two RecUe clinics, regardless of 
HPV gnnip. The magnitude of the HPV 6/U PRRs for study 
clinics was confounded by the geographic origm of the sub- 
jects. Geographically adjusted PRRs for HPV 6/1 1 were sub- 
stantially higher than the crude estimates. The same was not 
observed for HPV 16/18, because adjusted estimates were 
not materially diflierent from univariate PRRs (table 1). 

Table 2 shows the frequencies of group-specific HPV 
infection according lo selected sodoeconomic and demo- 
graphic factors. Because of the strong association seen witfi 


1. PRRs* and 45% Cb M HPV iAfecticn aocanftag lo HPV (rvup ud wnd^r cltoie 


HPV gnnp 

Studjr clink 

Infection me (%) 


Cnide aaabrtis 

for i^pgt^ie 
origin ef patie*n 




PRR 

05»CIt 

PRR 

95»at 

6/1 1 

HVNC (.Sio Paido) 

24 

1.0 

(ref) 

10 

<|«0 


IMIP (Raecfc) 

35 

24 

1.4-4.0 

44 

i5-ia4 


HCPtRoeife) 

4.7 

2.0 

1.0-34 

39 

U-tt.l 


&adl cMa (Recite) 

55 

25 

14-34 

4.1 

l.4-«.7 

16/18 

HVNC (SSo Pado) 

10 

1.0 

<*d) 

1.0 

(nt) 


IMIP (Raeiie) 

34 

2J 

1.6-10 

3.0 

2.0-7J0 


HCPtitecile} 

7J» 

3.1 

2.0-7.0 

4.1 

)4-iat 


Bath cUs (Rcdfc) 

55 

3.1 

14-14 

35 

1.4-7.! 


*Mnnie)-Haea«l ndik csumatei. 
t((c0 = idmace otegoty. 
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2. Group- tpeetfic HPV mfeeaon rata (») lad FBIU* wilh 95% Cb accar^ to tdcaei wci oecOBOiBic. deat^pipluc. Md reUted Ueum 


Vaiiibte 

Nftt 


HPVErtl 



HPV i6)iS 


« 

PM 

95*CTt 

« 

PRlt 

95% Clt 

Ktt<y6 

£25 

561 

3.9 

li> 

Cnfi 

5.0 

14 

<ref) 

26-32 

631 

4.1 

1.2 

04-22 

4.4 

09 

05-1.7 

33-41 

571 

4j4 

13 

07-24 

4.0 

04 

03-13 

Qu-K|(hhv far tnaod (P^ 

S67 

3.7 

i.i 

OOOI €9771) 

03-20 

33 

0.7 

1.735 (.1878) 

04-1.4 

Race 


962 

2A 


(leO 

2.6 

>0 

(reO 


1,254 

5.1 

U 

67-22 

5.8 

13 

04-2.6 

Blua 

103 

2.9 

12) 

02-16 

1.0 

03 

0.0-24 

Schoornw (yr) 

<4 

i.l91 

4.1 

to 

(leO 

39 


(rcO 

5-8 

941 

34 

1.0 

04-t4 

4.t 

1.4 

0.9-24 

>9 

Chi-sqMie far trend 

198 

66 

i.6 

0.961 C^t) 

OJt-3.1 

7.1 

1.8 

4.287 (.0384) 

09-33 

MenuMy ineanie (U.S. dAtlur) 

£|4d 

tpi8 

3J 

1.0 

(Kf) 

S.l 

1.0 

(i«0 

>140 

14>36 

3.9 

13 

09-23 

3.6 

i.l 

0.7-14 

UiriHiown 

276 

54 

1.3 

0.7-23 

3.6 

0.6 

03-13 

Mariral xunis 

Newer iRwried 

185 

12 

IjO 

(icO 

74 

14 

(nef) 

Ever mwried 

2.145 

4.1 

1.4 

04-15 

44 

0.6 

03-14 

GooKrasbie ot«ui - 

NonhwnfagrdieasierD reawn 

1,685 

43 

to 

(reO 

S.l 

14 

(rcO 

SouUKiii/KMUicuKni region 

625 

3.0 

li 

07-5.1 

2i 

1.0 

0.4-27 

Disuace fram clinic (km) 

i-tO 

1.256 

3.2 

1.0 

(ref) 

3.1 

t4 

(ref) 

>11 

979 

4.8 

a9 

05-1.7 

53 

14 

04-1.7 


*M*Mci-HBeQuel oiids ratio estimales a4juslod by study clauc 
tMising vslecs cschtdcd (roni some aoatyaes. 
t{Rf} K reference cuegoiy. 


Study clinic, PRRs are presented after we controlled for this 
variable. Group-specific infection rates and adjusted PRRs 
exhibited opposite directions of association with age, as 
measured in approximate quartilcs of the distribution for 
this variable. However, neither the trends observed rwe the 
leveUspedflc PRRs reached statistical significaBoe. Likewise, 
althou|^ mulattoes seemed to experience a 30%-50% io- 
crease in risk of HPV infection, the magnitude of die diffbr- 
enccs could be attributed to chance. Of the remaining van* 
ables, only years of schooling seemed to exert a risk effect 
for HPV idhs. A trend test for this variable in regard to the 
association with HPV 16/18 was significant iP= .0384). 

Similarly, table 3 displays equivalent information in regatd 
to associations with selected variables for reproduettve his- 
k»y. Most of these factors failed to be associated with risk of 
a postilwi: HPV result, regaidtess of the HPV group. Patients 
who reported that they were pregnant during the interview 
seemed to experience a twofold higher risk of infection with 
HPV 6/1 1, a mai^nally signifkant associatioa. Parity, a vari- 
able frequendy associated widi risk of cervical cancer, Uled 
to .cmtelate with die likelihood of HPV infection in either 
gnmp. 

The interviewer elicited information with respect to a num- 
ber df healdi-ielated and personal hygiene practices (uble 4X 
Of dtoGC, only the lifedme fifequency of visiu to a gynecolo- 
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gist was associated with risk of HPV infecrion, most notably 
for infection by HPV 16/18. Risk of infection was nega- 
tivdy xtyviaiM with ficquency of visits (F = .0172). None 
of t^ women with an altered Papanicolaou smear cytology 
(clus m or higher) had a positive specimen for HPV 6/11. 

On the other hand, patients with abnwmal smears had twice 
the riric of infection widi HPV 16/18 than did women with 
cytology classes I and II. In neidter case, however, did the 
associafitm between cytology class and HPV infection risk 
reach siatisiica] rignificance because of the small number of 
women with abnormal smears in the survey. Cigarene smok- 
ing or other forms of tobacco smoking were not predictors 
of the risk of HPV infecdoiL Likewise, when cumulative ex- 
posure was calculated as number of pack-yeais of cigarette 
smoking, no dose-response reladmish^ was found widi risk 
of HPV infeetkm (uble 4). 

Table S diows the association between risk of HPV ui- 
fectioD and four surrt^aie measures of sexual aedvky and 
fKomiscuity. Most of these variables (ailed to exhibit im- 
portant cofrclations with the likelihood of finding a positive 
HPV specimen of either vital ^wup. Although women re- 
portiDg more than five sex parmers had a 30%-70% increase 
in risk of HPV infection when compared with the ride found 
in monogamous patients, the differences wm« not rignificant 
Likewise, patients reponing having had their first iotmourse 
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3 . Gnwfvipcatie HPV infeclioo f«e«(S»)«nfl PKIU* wWi 9S» Ch ■ccortiwg to ackctcd ic^mducM Isiot; ikcton 


Vjuiafeie 

No.t 


HPV6/li 



HPV 16/18 


. « 

nut 

9S%CI4 

% 

PfUt 

95«Cit 



UO 

4JQ 

tJO 

(reO 

30 

10 

(ref) 

>12 

MTS 

4X1 

0l9 

06-15 

45 

15 

08-10 



2« 

S.8 

1X1 

(ref) 

S.4 

10 

(reO 


SI9 

3.5 

02 

03-1-4 

4J 

15 

05-1.9 

S3 

Clit-aqaarc for 

<J6I 

40 

0.1 

0387(5921) 

04-1.4 

3.7 

07 

1521 (.1658) 

04- M 


0 

13*7 

42 

t.O 

(ref) 

4.4 

1.0 

(ref) 

1 

5S5 

42 

IX> 

0.6-I.6 

4.5 

1.0 

05-1.7 

53 

Chi-iquarc for tread (1^ 

429 


0.8 

0.497 C48 10) 

0.4-15 


OK 

0.%# (.3807) 

0.4-1.4 

Caneat pTMaBey 

No 

Z227 

34 

IX> 

(ref) 

4.2 

1.0 

(tef) 

Yo 

SS 

9.4 

XI 

0.9-^.8 

5.9 

U 

0.4-35 

Ure of oral conmeeBtrvn 

Never used 

909 

4.1 

IX> 

(tef) 

4.4 

15 

(ref) 

Ever used 

1421 

4.0 

l.l 

0.7-1.7 

4.2 

t.l 

07-1.7 

Ibe^CoodoaRS 


1.983 

4j0 

IjO 

(ref) 

45 

15 


Everucad 

347 

4.0 

15 

0.8.2.9 

3.7 

15 

07-2.9 

lUte of boaiHerifle conoiecpOvc devioe 

NaMT used 

2.160 

42 

to 

(feO 

4.3 

15 

(irO 

Ever mad 

170 

Z4 

07 

0.2-2.1 

35 

15 

05-3.1 


ratio ei6niai£i atfjuaert tqr mdy dtntc. 
valoof eschided from aome uaiyia. 

4(ief) ^ reference cat^o*;- 


bdkrw the ige of 16 were at 1.3 to t.4 times higher risk of 
infection, but the ccmRdence bounds for these estimates ip> 
clu^d ttw ndl value (uni^). Conversely, lower risks were 
observed in patients with more active li^me sexual activi- 
ties after we controlted for the study clinic. However, as with 
the preceding analyses, no statistically ireponant associations 
were seen. There were five virgins among the women sur- 
veyed. One of them was infected with both HPV 6/11 and 
HPV 16/18. The tefflaiouig four had no HPV infections. 

The practice of anal intercourse was r^»rted more fte- 
queody among women who had a positive HPV specimen. 
The diaic-adjusted PRR for this variable in regard to HPV 
6/U <(.9) was statisticaUy sigoificam at the 5% level. 

The seardi for the most mq>lanatory set of variables was 
based on die nested case-control subset, in which dw match- 
ing criteria were maintained during iht analysis by multi- 
ple logistic regression witfi the use of conditional maximum 
likelihood cstiniatiotL Table 6 shows die final models with 
predictive pr operties with respect to risk of HPV mfection 
bygrtmps6/U and 16/18. models were dcten&ined on 
the basis of conservative statistical criteria (10% sipiilicance 
level). The indepeodeot factors associated with risk of iofec- 
don by HPV 6/1 1 induded practice of anal inUrcourse and 
current prej^Mcy. F<w HPV 16/18, only one variable (Ic.. 
ftequeiK^ of visits to a gynecologisi) exhibited a strong in- 
dependoit association mth risk. When used as a sirigie-tenn, 
<»dinal variable, this variable caused the best improvement 
In ftt. Additional independent explanatory effects were sera 


for number of cells per filler and age at first intercourse, bodi 
of which were used as dichotomous variabtes. 

The dissimilarity between the above profiles of predictor 
variablet prompted us to verify whether the distribution of 
group-specific infections wau independent 0 € exhibited a pat- 
tern that could reflect a joint mechanism Savoring the oc- 
currence of mixed (both HPV 6/11 and HPV 16/18) infec- 
tions. Table 7 shows such an analysis as stratiBcd 1^ study 
clinic, the strongest determinant of the likelihood of finding 
a positive HPV specimen in this survey. The ftequency of 
mixed infections was 13 times higher than that expected by 
chance alone, if one assumes independent distributions few 
group-specific infections. Higher observed frequencies were 
apparent for all three study clinics. The Recife clinics exhib- 
ited a similar panem of joint distribution for HPV groups. 
The observed number of mixed infections in the Sio Paulo 
clinic was at an even higher level than that u the Rc^e 
clinics (ratio of observed to expected ^ 18). 

IMscussion 

This study failed to provide strong eridram; for the asso- 
ciauon between epidemiologic conelams of cervical canc^ 
and risk of HPV infeciion of either retype. Wifti the ex- 
ception of the study clinic and, by extension, die metn^ioli- 
lan area, determinants of risk for HPV mfeetkm with rinu 
group 6/11 were not the same as those fiHind for infection 
witii group 16/18. Oiffereot subsets of pcedietof variables 
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TWbJv 4. HPV afeaiofl rate (%) tad reRj* with Ch aceordtai w tetocttd bygieme tad he>iifc-fd»ted facww 


Variable 

No.t 


HPV 6/li 



HPV Wit 


« 

PEK 

»«cu 

% 

put 

93» C« 

Uae of nuBpoB} 


2307 

*JQ 

in 

(nd) 

4.2 

to 

(ref) 

Ever uteri 

23 

43 

14 

0.I-II3 

4.3 

1.7 

0.1-124 

Vttioiri doudiins 


ijcas 

4J 


(reO 




Ever 

1^295 

3.4 

0.7 

0.4-1.0 

33 

07 

03-H 

Na at raks to gynacoIOAtt 

0 

192 

7.8 

UO 

(reO 


to 

(reO 

1-2 

*91 

3.9 

on 

0.3-14 

5.5 

OJt 

0.4-i.7 

^3 

Chi-aQuaic for nend </*): 

lj637 

37 

0^ 

2.06B f.tS04) 

03-1. i 

3-4 

0.6 

5673 (0172) 

0.3-1. 1 

Hbkbt of eemtti tores 


2jen2 

3.9 


(kO 

4.1 

to 

<ivO 

Ever 

240 

S.4 

U 

06-23 

5.4 

l.i 

0.6-2.0 

FicQaeacy of Papanioolaoo smeais 

! 

723 

4J 

10 

(r«f> 

5.0 

to 

(nri) 

2-4 

tiMS 

33 

03 

03-«.a 

43 

t.i 

07-1.7 

Chi-tqiMK for mmd (Pk 

S99 

33 

0.9 

0.226 (A3*9) 

OS-16 

3.0 

os 

0339 (3603) 

04-13 

Smear dats 

i-n 

2301 

4.1 

to 

(ref> 

42 

to 

(nrf> 

2in 

28 

0.0 

0.0 

0.0-3.9 

tO.7 

20 

03-74 

Sniiricine iristory * 

Never smofcod 

1,173 

3J 

10 

(reO 



(reO 


806 

43 

1.4 

09-23 

43 

lO 

06-1.6 

gs-tmoker 

350 

3.1 

03 

0.4-16 

40 

09 

04-t6 

Cwnaiuive tthacco expoHure 


1,442 

4.t 

1.0 

(ref) 

4.6 

to 

(«0 


630 

4.1 

)0 

0.6-l-» 

37 

08 

0.5-14 

>10 

CN'touarc lor dend 

239 

3.3 

0.9 

0042 (3382) 

aa-20 

23 

06 

0.451 (3020) 

0.2-14 


*Muuel>Haenssel odkb niio csciiMiet Adjusted by study clime. 
tMissing values cuciwied from same analyaea. 
t(«ef) = ecfeicnoe category- 


were obtained with dte use of conditional logistic regression 
on each group and its matched controls. Despite conflict' 
iog results ftN* clinic-adjusted PRRs according to measures 
of sexual activity, age at first intercoune emerged as an ex* 
planatoty variaMc for HPV 16/18 in the more controlled 
nested cas&'Contixd analysis However, both the magnitude 
of the PRR estimate for the latter vaiiabk and its statistical 
precision lacked strengdi of associatioo. Other known cor* 
relates of cervical cancer risk (e.g,. number of sex partners, 
parity, oral contrac^vc use. and tobacco smoking) failed 
to exhibit ai^ indept^ent associatiORs with infection by et' 
dter HPV group. The strongest risk factor (protective effect) 
for HPV 16/lS was represented by the reported frequency 
of visits «> a gynecologist. It is unlikely that this finding cep- 
Fcsmits an irxfirtxt assodadoo due to differences in study 
poputationc, since controlling fw age and clinic had been 
performed in die design and had been maintained daring die 
analyas. 

Besides study dink and geographic origin, the only two 
ptedktore of risk of kfection with HPV 6/i 1 were of mar- 
ginal statistical fignificance. Practice of anal intercourse was 
poritively 8ssociah»l with ride. Wc used diis variable in the 
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study to obtain an additional proxy variable for promiscuity. 
Although only a few women leponed being pregnant dur- 
ing specimen collection and interview (85 patients, 3.7%), a 
relatively impressive proportion harbored HPV 6/11 DMA 
sequences in their cervices (9.4%). We had originally antic* 
ipated that such a finding would be a result of confounding 
by differences in fertility rates and age distributions beiwemi 
women in Recife and Sio Paulo, which could have influ- 
enced the proportion of pregnant womea among the survey 
st^jects. However, foither adjustment by study clinic and 
the analysis of the finely matched strata of the case-conuol 
subset revealed an ind^ndent cxplanalmy risk effect for 
current pregnancy. A similar finding has been showm in a 
previous study (2/). 

The numbtt of epithelial cells used in the assay exerted 
a ttonne^tgible effect on the likelihood of finding a poritive 
HPV 16/18 specimen. A preltminaxy exploratory analysts of 
factors associated with the likelihood of Staining boiderline 
and frankly positive specimens revealed a strong role for the 
cell counts only with respect to bordertine hylMidizations. 
Therefore, in the interest of conservative intapretatkm and 
because borderline results did not differ in frequency among 
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S. HPV infeoioe ntcs (%) »n4 PWU* wHfc 95* Cli acccrtiag lo (dected KxuaJ aclivky variables 


Variable 

Nftt 


HPV 6/11 



HPV 16/18 


% 1 

PRJt 

95* at 

% 

PRR 

95% at 

Age at fi« sexual inUfcowne 

220 

750 

4.0 

f.O 

(leO 

3.6 

1.0 

(ref) 

16-19 

1.079 

33 

04 

03-1.4 

4.0 

1.1 

07-1.9 

<15 

Chi-square for trend <Py 

491 

53 

13 

0372(4494) 

07-2.3 

5.3 

1-4 

0920 (.3375) 

04-23 

No. of sex pannen 

1 

1.441 

40 

IjO 

(ref) 

40 

1.0 

(«0 

2-5 

781 

3J 

10 

00.13 

4.6 

13 

0.7-14 

Chi-square fiar trend (fy, 

94 

64 

1.7 

0361 (6094) 

00-4.1 

5.3 

1.3 

0490 (.4837) 

0.5-3-6 

thedme occuioia of sexual 
intercoune 

<410 

428 

67 

1.0 

(iw) 

50 

1.0 

(rcO 

411-900 

490 

33 

07 

04-13 

4.7 

04 

0.4-13 

901-1.560 

489 

33 

07 

03-1.4 

33 

0.5 

OJ-I.I 

1^61-2.600 

438 

43 

09 

03-14 

33 

0-5 

0.3-1.1 

>2.601 

Chi-square for vend (Py 

450 

4.0 

04 

0.021 (.8849) 

04-1.6 

34 

00 

1,989 (.1384) 

0.3-U 

Practice of anal imacoum 

Never practiced 

1.934 

33 

10 

(nsf) 

3.9 

1.0 

(ref) 

Ew practiced 

366 

63 

1.9 

i.1-3.1 

S3 

14 

0.8-24 


*MaMd-HacnmI odds nuia ctfimaiet ad/uited by sudy diaic. 
tVitsus and unknowns rariuded. 
t(ief) • re fe i ei ice caiecmy. 


TaUe b. Variables most iwoeitted wiih iha risk of KFV infection m 680 
CTtolofic qxcimens (136 casa aad 544 opncrols}* 


VariaMe 

Rclrdve 

risk 

95% Cl 

Pvshicf 

Mrv «ilt r«9 carer and 3S6 mumO) 


Anal intercourse (ever vs. never) 

1.69 

095-3.01 

.0795 

Cunresi pregnancy (yes vt. no) 

231 

048-6.08 

.0877 

Hrv WH (H eaats and 3M anurcb) 


Frequency of visiu to 

0.65 

0.45-0.93 

0175 

gynecalogts (0. 1-2,23) 

Nn. of celtc per filer (Xl.OOO) 

138 

0.96-3.61 

0675 

0200 vs. £200} 

Age ai first intercourK 

107 

0.99-3.83 

0817 

CSlSyrvt.>lSyt) 

r- - 




■Maiebed on ollnic. S<yr ase g r onp . sad Ihmenn of admtsueo. ReswUs 
obtained by condidona] tofinic negreasian with dte use of sepwisr 
ciimiMtion of aonm based on • ngidficaoee lewd of 10 %. 

tUkelihood fitie cl>i<»)uatc between currcni model and a reduced one 
eadoding the variable. 


the study clinics, we decided to use only frankly positive 
specimens as equating with HPV Infection (22). 

A striking finding from the present study was represented 
by the marked joint distribution of group-specific infectiofli. 
^nce the sets of predictor variables found for the two HPV 
groups were distinct, we expected that study clinic or city 
alone could explain the high number of mixed infections 
seen in diis investigation. Prevalence ntes had been much 
higher in the Recife clinics; thus, one could speculate that the 
observed number of combined infections was caused by a 
“concentration" effect that was due to the higher risk ei^ie- 
rienced by women from Recife. This situation was not the 
case, however, since the ratio of observed to expected cases 
was abnormally high for ail clinics. This finding suggests the 
existence of a strong common determinant for group-specific 
HPV infections. 

The chr^ of methods for viral DNA detection is far from 
resolved (25). The filter in situ hybridization method is con- 


TaUe 7. Fra^aneia ef HPV.mCwicU wnmoi according lo HPV gto*^ uid uudy ciinie 


NoLofwoRica Na of women Rtfacied with 

tKX infected 

wiihKPV* HPVb/Uooly HFVI«rtl«niy Both KPV 6/11 and HPV i6/i8 Expecud IUtio-1 of tdrurved to expected 


HVTfCdaePaido) 935 14 10 9 0.S ISb 

-IMlPdUc^) 860 23 23 2t 2.7 iO.4 

HCPfRoeifie) 394 5 » IS 1.4 10.7 

ABdailea 2.1»9 « 47 52 40 13.0 


* Baxad on die BdpQrpot oaed m the study. 

t Ratio of acbia! of eon^iaed infecooM (HPV 6/11 aod HPV 16/18) to that expeciod by chance alone. 
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skUfcd to -be less sensitive than the Soutbeni blot analysis 
according to sonw studies {22). Nevcrthdess. under in- 
gest cooditioBS, lUtet in »tu hybridization tedbaique has 
a ^Mofictty oompuabk to that of the latter mcdiod and is 
more coavcnteotly adajptcd to pqpuiaeicn surveys. A rennt 
sbidy has amibot^ comparable senaiiviiy and specificity to 
dte two medtods (24). However, it is Mill premattne for one 
to judge the diagnostic {Krtbrmance of dte two major meth* 
ods from isolated studies wdi^e many dificrent technical vari- 
ants are being practiced, as ii^rt^ in the literature. Case 
astxttainmait in the present survey relied excliirively on the 
filter in situ hybridizaticHi test, which could have re|M«senied 
a posrible sotun of error. Important random misdassifica- 
tion of cases and controls would h*vc resulted if number 
of false-positive and -negative h^ritUzations had reached a 
substantial pioportirm among all shtdy subjects. In this sit- 
uation, die PRR estimates would have been biased toward 
the nuD value. Brxause mmu of our study's ftedings were 
based on the abs^ce or vmakiM»s of associations between 
epidemiologic conelates of cervical cancer and risk of HPV 
nfeetkm, one cantux immediately ruk out the hypothesis of 
^n^m misclassification. However, the sensitivity of the fil- 
icr in situ hybridization assay by the present set of results 
may be judged as comparable to that of odier prevalence 
4udies (2225)- likewise, if a substantial number of random 
nisclassifications had occurred, die proportions of mixed in- 
ections as analyzed above would have fluctuated markedly 
ind a smaller frequency of co-positive hybridizations would 
lave been observ^. Is addition, a high ^gree of specificity 
s contributed fay the high stringency conditions with which 
cn-containing filters were h^ridtzed vrith the viral probes. 

Lack of associations with most study variables would also 
lave emerged if there had been random miscUsstfication of 
-xposure levtds for factors correlated with cervical cancer. If 
hi$ {vobiem had occurred, one would fail to observe associ- 
-tions between key study variables and risk of an abnormal 
errical cytology. However, dei^itc the low frequency of die 
itter results (28 patientsX v/e found significant (P < .OS) 
.isociatimis (data not shown) for schooling and frequency 
■t‘ Papanicolaou smears (negative) as well as for number 
■f lifetime occasions of sexual intercourse (positive). In ad- 
lition, marginal associations were seen for parity (positive) 
nd family income (negativeX 

The evidence suggesting an etiologic role for ceruin sub- 
/pes of HPV in regard to cervical malignancy is more con- 
reie than that for most other microbial agents, such as 7)ich’ 
monos, GiUimydia, cytomegalovirus, and herpes simplex 
trus. Strong su|:^n for the oncogenic role of HPV in the 
enUa! tract has stemmed mostly from four types of trfiserva- 
ionst (d) most gettital cancers harbor HPV DNA sequences; 
'r) the physical state of the viral DNA differs (le.. riral 
•NA is mostly integrated in invasve rumors and exlradiro- 
losomal in benign and preraalignaot lesions) (26.27y, (c) 
ranscriptionally active vM genomes are fieqwendy found 
I ttrrical tumors and their cell Hoes mainuined in cul- 
trt (2&29X and (d) malignant transformation is obtained 
'hen viral ONA is transfected into mammalian cdls in cul- 
ire (Jflti/). However, recent reports have challenged the 
Hisisteney of some of these lines of e^ridence. In (Afferent 
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populations. HPV DNA has been fmmd in surprismgly high 
frequency among women with normal cervices (32). In ad- 
dition, some studies have shown that tbe withtn-^ieeunen 
di^ribution of die viral DNA ud its transcriptional actiwty 
in covical tumors exhilnt a *patcby'' patton of occurrence 
(33.34). 

With the exception of the abwe frmrtb line of evidence, 
ail other observations are also consisteot with an additioBal 
activity that could explain the association between HPV and 
cervical cancer. HPVs are a group of viruses with strong 
epithelioiropic propeities; thus, by merdy claiming such 
properties, one could accommodate the finding of their sta- 
tist^ association with aimonnai cervkal {miUferation. The 
{diysieal state and expressitm differences found between ad- 
vanced and precursor lesions ccmld also be a consequence of 
kmg-lasting infection by the virus. Another tenable model 
would accommodate botih hypotheses by the assumption 
that viral infection may not ie{»esent a necessary and suf- 
ficient single etiologic ctHnponent. Net^lastic changes in 
the cervix could begin and progress without the presence 
ot either the HPV DNA or its transoiptional activity, but 
it would be plausible for oite to »sume teat the virus has 
an imponam role as (womous- (27). The pn^xr distinction 
among these etiologic models must be obtained through sen- 
rible epidemiologic study designs. Unfortunately, nu>st of the 
ciinico-cpidemicJogic investigations of HPV and genital can- 
cer have been plagued by a number of problems affecting 
their validity (23). 

In tee present investigation, we provided results from an al- 
ternative epidemiologic study design. Although the difficulty 
resides in researchers obtaining an identifiable time perspec- 
tive in regard to appearance of viral infection and onset of 
malignancy, it is simple to obtain histories of behavioral and 
oteer characteristics of women that would be conducive to 
risk of infection. As such, our study was based on the a^ump- 
tion that HPV infection is in the causal pathway represent^ 
by fentale sexual activi^ correlates and cervical cancer. 

The prevalence survey design was selected for our study 
because of its inherertt advantage in allowing an a posteri- 
ori definition for the control group. This advantage eliihi- 
nated possible biases with self-selection and lack of compa- 
rability of cofttrd patients. Another advanugc of the nested 
case-control approach of analysis U that the controls can 
be matched to cases on the basis of factors that could poten- 
tially confound tee interpreution of results. Matching criteria 
controlled for characteristics that could fluctuate over time 
(e.g.. diagnostic ascertainment quality and specimen collec- 
tion technique) and factors that are associated with the bal- 
ance of putative risk factors for the disease (e.g., age and 
dinic). 

We found higher HPV infection rates in Recife than in Sio 
Paulo, a finding in agreement with the observed differences 
in cervical cancer incidence rates between the two cities. 
However, this observation is purely ecologic and should not 
be construed as evidence for an association between HPV 
infection and cervical neoplasia. In fact, the bulk of the re- 
sults generated by tee present study suggests that HPV infec- 
tion and cervical cancer art elicited by differrat risk factm- 
{xofiles. Our firidiAgs r^arding a higher than expected fire- 
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aues^ of mfecttoTB with both HPV groups (6/ n and 16/18) 
are alM sugj^stivc of die cxisteocc of addittooal commoo 
di^ermiiuuats for the risk of HPV iofoctioa. These dettnui- 
. nants are oot aldo to the j^iuienl bdbavionU daractcrutics 
of wos^ that are tyincally pn^Mid is epidemiologic studies 
of cervical cancer. 
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Human PapUlomavirus: 

A Major Unrecognized Epidemic 


I. Background Information 

Infection with human papillomavirus (HPV) has become a significant health 
problem in the United States as well as in the rest of the world. This DNA \4rus causes 
acute infection as well as infection-related disease among sexually active men and 
women. Although disease caused by this virus has been known for centuries, it is only 
relatively recently that HPV has been recognized as a cause of cervical cancer. During 
the past 20 years, HPV infection and the genital warts and cervical cancer it causes have 
escalated to alarming levels. 

II. Morbidity and Mortality 

HPV infection is the most prevalent of all viral sexually transmitted infections, 
even more common than herpes and HIV combined. It is estimated that 5.5 million 
people are infected by HPV every year in the United States.* Every year, 3.5 million 
American women have abnormal PAP smears; 13,400 are diagnosed with cervical 
cancer, and 4,100 die of cervical cancer. Worldwide, more than 500,000 cases of 
cervical cancer and 200,000 deaths are caused by HPV each year. = 

III. Course of Infection, Susceptibility, and Prevalence 

Of the more than 100 HPV strains identified so far, around 35 can infect the 
human genital tract. HPV infection with “benign” strains that do not cause cancer may 
lead to genital warts, which may be associated with itching, burning, or pain. In 
contrast, most infections with “oncogenic” or cancer-causing strains of HPV may cause 
no symptoms at all and are asymptomatic. Persons infected with cancer-causing strains 
are generally unaware that they are infected and that they are putting their unsuspecting 
sex partners at risk of infection with these potentially lethal viruses. Overall, more than 
90% of HPV infections are asymptomatic. Unlike non-sexually transmitted viral 
infections such as the common cold, influenza, or measles that last only a week or two, 
HPV infections can last for months and occasionally for years. 

The prevalence** of HPV infection has increased at an astonishing rate. Over the 
past two decades millions of people have been diagnosed with this viral infection. 
Recent estimates indicate that 50-75% of sexually active adults are HPV positive. In a 
study during the late 1990s, 43% of college coeds who were HPV negative at the 
beginning of the study developed HPV infection over the 3 years of the study.s In 
general, factors that put sexually active people at risk for HPV infection include early age 


** Prevalence is defined as the total number of cases of a specific disease in existence at a certain time in 
a particular popuiation 
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Risk Factors for HPV Infection and Cervical Cancer 

HPV infection and cervical cancer risk is increased by; 

• Beginning sexual intercourse at an early age— especially age l6 or 

younger 

• Having multiple sexual partners 

• Sex with partners who engage in high-risk sexual behavior (because 

of partner’s risk of having a sexually transmitted infection) 

[“Human Papillomaviruses and Cancer,” National Cancer Institute, October 15, 
2002] 

Available at: httD://cis.nci.nih.gov/fact/t 20.htm 

[Joffe GP, Foxman B, Schmidt AJ, et.al. Multiple partners and partner choice 
as risk factors for sexually transmitted disease among female college students. 
Sex Trans Dis igg2;ig:272-78] 


at sexual debut, multiple sexual partners, and sex with partners who engage in high-risk 
sexual behavior. Adolescent and young adult females are biologically more susceptible 
to HPV disease because the cervix has not reached its mature, adult state.'’ The cells of 
the cervix that are susceptible to infection with bacteria and viruses are more vulnerable 
in young females than in mature women. This leaves them far more susceptible to 
infection with sexually transmitted pathogens such as chlamydia, gonorrhea, and HPV. 
In addition to being more susceptible to infection, the cells on the surface of the 
immature cervix can be transformed into precancerous cells (cervical dysplasia),' and 
these precancerous cells may further develop into potentially lethal cervical cancer."* 

rV. Pathophysiology of Disease 

Infection with HPV is markedly different from infection with the other persistent 
viral sexually transmitted infections. Herpes simplex virus, or HSV, invades the skin and 


" In an women the vagina is lined with epithelial (skin-like) cells, and the cervix is covered with two ceil 
types — epithelial cells and columnar (like the cells lining the intestine) cells. In mature females, the outer 
part of the cervix (ie, the part from which cells are obtained for a PAP smear) is covered with hardy 
epithelial cells, and the upper (ie, inner) part is lined with fragile columnar cells. The location of the 
junction of the two cell types (squamocolumnar [SC] junction) varies considerably between 
adolescents/young women and mature women. Adolescents/young women have a condition referred to 
as ectopy. With ectopy, the junction between the two cell types is somewhere on the outer cervix rather 
than somewhere on the upper (inner) cervix. The more ectopy there is. the larger the diameter of fragile 
columnar cells on the outer exposed surface of the cervix. In addition to being highly susceptible to STIs, 
the exposed columnar and SC junction cells are easily transformed into precancerous cells or into cancer. 
' Dysplasia is an alteration in the size, shape, and organization of adult cells 
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migrates to nerves where it lies dormant between outbreaks. The human 
immunodeficiency virus (HIV) persists in the bloodstream after entering a host through 
breaks in the skin or mucus membranes. In contrast, although HPV infects superficial 
skin cells called keratinocytes, it never migrates beyond these superficial skin cells. 

The mechanism through which HPV causes cancer is unique and is related to 
special parts of the virus’s genetic structure called oncogenes. HPV has two important 
oncogenes-Ey and E6— that take over normal cell mechanisms to cause cancer. The Ey 
oncogene attaches to the host cell’s retinoblastoma (Rb) gene and interferes with its 
usual function of controlling cell growth. The E6 oncogene binds to the P53 gene, 
interfering with the cell’s ability to repair cell damage. Thus, infection with cancer- 
causing HPV strains can lead to uncontrolled cell growth and can also prevent the repair 
of damaged cells. This can result in a precancerous change, called dysplasia, or an even 
more serious change, squamous cell cancer of the cervix. This same process can damage 
and transform cells of the external genitalia (vulva) and the anus in females and cells of 
the penis and the anus in males. 

External genital warts are cauliflower-like lesions of the external genitalia. 
Although genital warts are visible to the naked eye, only about to% of patients infected 
with HPV have such lesions. The incubation period between HPV infection and the 
development of genital warts ranges from 30 days to 9 months. The changes resulting 
from cancer-causing or oncogenic strains of HPV are usually not visible to the naked 
eye. Once a person is infected, the virus persists for an average of 8 months (range of 3- 
15 months).3 While most women have strong enough immune systems to clear even 
“high-risk” or cancer-causing infections, approximately 10-12% of women will have 
persistent infections. Persistence has been identified as a significant risk factor for the 
development of cervical dysplasia and cancer.s Unfortunately, HPV infection with a 
cancer-causing strain rarely causes symptoms, so unless a woman undergoes regular 
PAP smear screening she will not know that she is infected with a cancer-causing strain 
and is at risk of dying from undiagnosed cervical cancer if it is present. 

Of the 35 HPV types that cause genital infections, 18 are known to be oncogenic 
or cancer-causing “high-risk” types.<* Just two types, 16 and 18, are responsible for 
more than yo% of all cervical dysplasia and cancer.* With current PAP smear screening 
technology it is possible to not only detect the cellular abnormalities of the cervix but 
also to sort abnormal specimens into low- and high-risk categories. Because low-risk 
types do not lead to cervical cancer, patients with these types do not require medical 
treatment, but do need continued screening. Patients with high-risk types require 
microscopic evaluation of the cervix (colposcopy) to identify the abnormal areas so that 
cervical biopsies can be obtained for pathologic evaluation. 

V. PAP Smear Screening in the United States 

In the United States more than 50 million PAP smears are evaluated annually. Of these, 
45 million are normal, 1.5 million show benign inflammatory changes, and 2 million 


The high-risk types include 16, 18, 31, 33, 35, 39, 45, 51, 53, 56, 58, 59 and 68. Low-risk types include 
6, 11,42, 43, and 44. 
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show atypical cells of the cervix. A total of 1.5 million show precancerous changes known 
as squamous intraepithelial lesions, 1.2 million have low-grade squamous intraepithelial 
lesions (LGSIL), and 300,000 have high-grade squamous intraepithelial lesions 
(HGSIL). Sadly, 13,400 cases of cancer are diagnosed every year.? Low-grade squamous 
intraepithelial lesions (SIL) include atypia' and mild dysplasia, while high-grade lesions 
(HGSIL) include moderate and severe dysplasia and carcinoma-in-situf of the cervix. 
Current estimates of HPV infection come from PAP smear data and limited prospective 
data. Currently HPV is not a reportable sexually transmitted infection and there are no 
mechanisms yet in place to track infected persons or their sexual partners. 

Approximately two-thirds (68%) of males whose female sexual partners are 
diagnosed with cervical dysplasia have microscopic HPV lesions of the penis. These 
males are almost always asymptomatic and thus are unaware that they can transmit this 
disease. Infection of the penis or anus with high-risk HPV types predisposes these men 
to cancer of those organs. 

VI. Prevention 

Because HPV is a viral infection, no curative treatment is available. For the past 
several decades most national efforts to reduce sexually transmitted infections have 
focused on the promotion of condom use among sexually active individuals. However, it 
was not until 2000 that a national panel was convened by NIH to investigate condom 
effectiveness. This panel found that condoms do not provide any protection from HPV 
infection in females, although their use may reduce the risk of HPV-associated diseases, 
such as genital warts in men and cervical dysplasia in women. The panel also found that 
consistent and correct use of condoms reduces the risk of HIV infection by 
approximately 85% in males and females, but the risk of gonorrhea infection is reduced 
by only 25-75 % in males.® Later data also showed some reduction in transmission of 
herpes simplex virus in woraen.^ Although condom usage rates have recently increased 
among high school age males, “ sexually transmitted infection rates, particularly for HIV 
and chlamydia, have continued to increase in this age group. Because genital warts and 
asymptomatic HPV infection may be outside the area covered by a condom, consistent 
and correct condom use still leaves a significant chance for transmitting these and other 
sexual diseases. 

Research on HPV vaccines is underway. Testing of a monovalent vaccine against 
just one HPV strain (type 16) has been promising.'^ Evaluation of a polyvalent vaccine 
that contains types 16,18, 6 and 11 is in progress. Unknowns include the duration of 
protection, whether reimmunization will be necessary, how well received the vaccine 
will be, and how effective the polyvalent vaccine will be. 

Obviously the best way to prevent transmission of any sexually transmitted 
infection (STI) is to abstain from sexual intercourse outside a long-term, mutually 
monogamous relationship such as marriage. Add Health, the nationwide adolescent 


' atypia is defined as deviation from the norma! or typical state 

carcinoma-in-situ is a superficial cancer that has not yet invaded underlying tissues 
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Condoms Do Not Provide Effective Protection Against HPV 

“HPV can be present for years with no symptoms, and HPV infection does not 
always produce warts or other symptoms; so you can be infected with HPV and 
pass it on without knowing it. Recent studies show that condoms (“rubbers”) do 
not protect well against HPV infection. This is because HPV can be passed from 
person to person by skin-to-skin contact with any HPV-infected area of the body, 
such as skin of the genital or anal area not covered by the condom.” 

[“Detailed Guide: Cervical Cancer, What Are the Risk Factors for Cervical 
Cancer?” American Cancer Society website, October 20, 2003] 

Available at: 

http://www.cancer.org/docroot/CRI/content/CRI 2 4 2X What are the risk 
factors for cenical cancer 8.asp?rnav=cri 

“Condoms are ineffective against HPV because the virus is prevalent not only in the 
mucosal tissue (genitalia) but also on dry skin of the surrounding abdomen and 
groin, and it can migrate from those areas into the vagina and the cervix. 
Additional research efforts by NCI on the effectiveness of condoms in preventing 
HPV transmission are not warranted.” 

[Dr. Richard Klausner, Director of the National Cancer Institute, correspondence 
to U.S. House Commerce Committee, February 19, 1999] 

“....the Panel concluded that there was no epidemiological evidence that condom 
use reduced the risk of HPV infection, but study results did suggest that condom 
use might afford some protection in reducing the risk of HPV-associated diseases, 
including warts in men and cervical neoplasia in women.” 

[Workshop Summary: Scientific Evidence on Condom Effectiveness for Sexually 
Transmitted Disease (STD) Prevention, June 12-13, 2000] 

Available at: http://www.niaid.nih.gov/dmid/stds/condomreport.pdf 


health study, found that the best deterrents to sexual activity among adolescents involve 
parental influence, moral and religious training, community influences, and appropriate 
peer influences.” 
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VII. Conclusion: 

HPV is a preventable disease that continues to cause adverse health effects and 
death in our country and around the world. We must initiate methods to track the 
incidence and prevalence of disease. We must take steps to stop the alarming increase in 
this disease among teens and young adults. We must stop promoting methods that are 
known to have high failure rates in preventing HPV transmission, notably the condom, 
and be honest in informing young people about this fact. We must continue to 
emphasize highly effective methods of prevention, namely abstinence, whenever 
possible. 


Best Strategies for HPV Prevention: 

• Dela3dng the onset of sexual activity 

• Abstinence 

• Mutual monogamy with an uninfected lifetime partner 

• Reduction in the number of sexual partners 
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CONTEXT: In the United States, young people aged 15-24 represent 2S% of the sexually experienced population. How- 
ever, the incidence and prevalence of sexually transmitted diseases (STDs) among this age-group are unknown. 

METHODS: Data from a variety of sources wereusedtoestimate the incidenceand prevalence of STDs among 15-24- 
year-olds in the United States in 2000.The quality and reliability of the estimates were categorized os good, fair or 
poor, depending on the quality of the data source. 

RESULTS: Approximately J8.9m/W/onnewcaseso^S7Doccu/Ted/n20£)0,o^iv/i/ch9J m////on (48%) were among per- 
sons aged 1 5-24. Three STDs (human papillomavirus, trichomoniasis and chlamydia) accounted for 88% of all new 
coses of STD among 15-24-year-olds. 

CONCLUSIONS: These estimates emphasize the toll that STDs have on American youth. More representative data are 
needed to help mon/forefforn at lowering dte burden of these infections. 

Perspectives on Sexual and Reproductive Health, 2004, 36( l):6- 1 0 


Sexually iransmilted diseases (STDs) are among the roost 
common infections in ihe United Stales. According to na- 
tional estimates for 1996, more than 15 milUon new STD 
cases occur each year. ' However, the annual STD incidence 
among young Americans is not known, even though 15- 24- 
year-olds represem 25% of ihe sexually experienced pop- 
ulation aged 15-44.^ 

Accurately mt)nitonng the incidence and prevalence of 
•STDs among ihc population, and parucularly among young 
people, is irnporiant m measuring the effects of disease con- 
trol and prevention efforts. However, a major obstacle to 
the diagnosis, treatineni and surveillance of STDs is ihat 
many of these infeciions-including chlamydia, genital her- 
pe.s, tnehomomasi-sand human papillomavuus (HPV) in- 
fection-have few, if any, recognizable symptoms. If STDs 
are not detected because infected persons have no symp- 
toms and therefore do not get tested, these infections cannot 
be reported and counted, Ev’cn when STDs arc diagnosed, 
health cate providers may not always report nationally no- 
tifiable ones, such as .syphilis, gonorrhea and chlamydia. 
1-urc.hermore, some STDs, such as genital herpes, 
trichomoniasis and HPV infection, are not nationally 
reponabie; our knowledge about these infectionsis based 
on prevalence surveys conducted among various popula- 
tions that may not be rcprescmaiive of the general 
population. 

As a result of expanded screening programs and im- 
proved detection tests, the abilttv' to monitOT the occurrence 
ofSTDs. especially asymptomaticinfections, has in creased 
since 1996. In this article, we examine available evidence 
and provide estimates for ihe incidence and prevalence of 
STD.s among 1 5-24-year-olds in the United States in 2000. 


METHODS 

We studied relevant data and estimates of STD incidence 
and prevalence in the available literature, focusing on the 
eight main STDs. For each STD, we adjusted the available 
infortnaUon to estimate the incidence and prevalence among 
15-24-ycar-olds in the United Scate.s for the year 2000. 
Sources were case reports of nationally notifiable diseases, 
national surveys, literature reviews and the World Health 
Otganizatiott (WHO). 

Building on prior cflbns, ' wc categoiized the quality and 
reliability of our estimates as good (level 1), fair (level U) or 
poor (level 111). Table I summarizes the criteria for these 
ratings Our estimates were made using the available in- 
formation with the highest-quality evidence, 

RESULTS 

Chlamydia 

Chfamydiu imchomah.'i infection is the most commonly re- 
ported notifiable dLsea.se in the United States. In 2C'00-ihe 
year in which all 50 states and the Di.strict of Columbia re- 
quired that cases of chlamydia be reponed-the Centers 
for Disease Control and Pjt-s'ention (CDC) received 702,093 
reports of chlamydial infectii^n "* Of reported cases that in- 
cluded the age of the infccied individual, 74%-thac is, 
4.39.041 infecuons-occuvred in persons aged 15--24 Nev- 
ertheless. because of the asymptomatic nature of this dis- 
ease. incomplete screening coverage ' and undcrreporurig, 
this figure most likely reflects a substantial underestimate 
of the true incidence of chlamydia among young people 

Using data from the Regional Inferciliiy Chlamydia l^veva- 
lence Monitoring Project, Grosedose and colleagues esti- 
mated that three million new cases of genual chlamydia 
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occiirred among 15-44-year-olds in 1996.^ in 2000. ihe 
same projeci included women of reproductive age attend- 
ing almost 2,400 family planning clinics in all 50 states, 
the District of Columbia, the Virgin Islands and Puerto 
Rico. ' To estimate the incidence and prevalence of chlamy- 
dia, wc ad|U5ied the 2000 data for state, age, and race and 
cihnu'uy, and used .i similar calculation method to that of 
C.rosedosc and colleagues (which a.ssutnes that the inci- 
dence of Lhiainydiai infection is ns prevalence divided hy- 
the duration of irileetion, that iniccuon lasts 0.96 years 
among women and 0.40 years among men. and that the 
incidence among men equals that among women). From 
this procedure, we estimate that 2.8 million nov cases of 
chlamydia occurred in 2000 and that the prevalence was 
1.9 million Furthonnoic. on the basis of data forwomen 
aged 15-24, the estimated annual incidence of chlamydia 
among all men and women in this age-group was I 5 mil- 
lion infections (.54% of the total), and the prevalence was 
i 0 million mfecuons. These estimates assume that ap- 
proximately 50Vti ol people aged 15- 19 have never had sex- 
ual intcuxnttsc.uid that ].5-24-ycax-o!ds make up 25% of 
the population aged 15-44 who have ever had intercourse.” 
Because of the as.sumpt!ons applied and because the 
Regional Infertility Chlamydia Prevalence Monitoring Proj- 
ect. is not a population-based survey, we classified the quality 
of evidence and our estimates for chlamydia as level 11. 

Gonorrhea 

Following a 74”/i> decrease from 1975 tlirough .1997, the rate 
of Neisseria goiioiriiot’oe' infection increased in 1998 and re- 
inai.ned cs.seniially unchanged through 2000. In 2000. a 
total of .158,995 new cases of gonorrhea were reported to 
theCDC, of which 60% were among persons aged 15-24.® 
Previous e.stimaies of gonorrhea incidence have assumed 
a 50% underdiagnosis and underreporting rate. "^Apply- 
ing this assumption to the available level II national sur- 
veillance data, we estimate that 718,000 new cases of gon- 
orrhea occurred in 2000 and that 4.11,000 cases occulted 
among persons aged 15-24. Data were unavailable loalkw 
the calculation of prevalence rates. 

Syphilis 

Syphilis rates decreased dramatically during the 1990s 
among both women and men, The greaicsi declines were 
among black Americans and persons living in the South, 
where race.s hLstorically have been the highest. In 20(W. some 
5,979 cases of primary and .secondary syphilLs(i.e , early 
stages of symptomatic Treponema pallidum infection) were 
reported to the CDC-tbe lowest yearly number ever record- 
ed. ‘ ‘ Htwever, in the .same year, the CDC also received 9.470 
reports of early latent syphilis, m which infection was prob- 
.ibly ncquired in the preceding year. A further !5,.597 re- 
ports were of late latent disease, in which infection proba- 
bly occurred more than one year before diagnosis, making 
a total ol3l.046 new' casesof syphilis. Between 1997 and 
2000. some 43-50% of all syphilis cases reported were late 
latem. tndicatmg that a substaniia! proportion of syphilis 


’ TA81E1. Cri^riained to rate estimates of incidence and 
■ prevatenceofSTDs 

i Rating leve) 

Crit^ 

4 (good) 

Itejsesentative nationai surveys 

Cani^ete oationat reporting 

' U ^ir) 

Consistent and widespread prevalence data 
fromconveiience samples 


ConsisiOTt and widespread, although 
incomplete, national reporting 


Extrapolationsand assumptions based 
on refxesentadve national surveys 

ai&joor] 

bKonsisKnt. nonrepreseniative prevalence data . 
Esdmatesbased on rough extrapolations 


i Soures'feterencel. 


cases were not diagnosed within one year of infection. 

Of the i 5,449 cases that were refwrtedm 2000 anti ac- 
quired in the previous year (primary, secondary or early 
latentsyphilis), 3,399 cases were among 15-24-y£av-old5 
If 50% of ail reported syphilis cases are diagnosed and re- 
ported more than one year after infection and 20 %> of in- 
fections are never diagnosed or reported,'^ then upproxi- 
maiely 8,200 new syphilis infections occurred among 
persons aged 15-24 in 2000. Because of the incomplete 
national reporting of syphilis, this figure represents a level 
U estimate. Data were unavailable to allow the calculation 
of .syphdis prevalence rates 

Genital Keipes 

The incidence and prevalence of genital heipes-both symip 
lomaiic and asympiomaiic-have increased dramatically 
during the past three decades.’'’ The number of clinically 
diagnosed casesofsyTnpumiatic genital herpes in the 1980s 
was 1 3 limes that in the 1970s, and it has remained rela- 
livciy constant ever since. Reports from a variety of clin- 
ical settings in the United Stales show that genital herpes 
accounts (or a large majority of patient requests for ircat- 
ment ol symptomatic genital ulcers."’' Genital herpes ac- 
counts for ihe majority of symptomatic ulccr.s outside the 
United Slates as well. 

Symptomatic herpes infections are merely the tip of the 
iceberg. Surveys have show-n that only a minority of infec- 
tions with heipes simplex virus type 2 (HSV-2), the mam 
virus that causes genital herpe.s. are recognised as symp- 
tomatic by those who are infected. In the early .1990s, an 
estimated 45 million Americans were infected, with HSV- 
2. but only 9% of them reported a history of genital her- 
pes.’” Using age-specific incidence curves and assuming 
that the rate of genital herpes m 2000 remained the same 
as the rate in 1985. ’®wc estimate that 1.6 million new HSV- 
2 infections occurred in the United States in 2000. Adjusting 
this figure for the age distribution of persons newly infected 
with HSV-2 to account for those aged 15-24-40% in mod- 
els based on the Natbnal Health aivd Nuintion Examination 
Survey^— we estimate that youth ac-quirc 640 ,tXi0 new HSV- 
2 infections each year 
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TABLE 2. Estimated incidence and prevalence of seiected 
STDs among lS-24-year-olds, and strength of evkience. 
United States, 2000 


STD 

Incidence 

Prevalence 

Str«igth 

ofevjdenc 

Total 

9.1 million 

u 


Chlamydia 

1,5 million 

I.Omiiiixt 

fl 

Gonorrhea 

431,000 

u 

II 

Syphilis 

8,200 

u 

R 

Genital h^pes 

640,000 

4.2rn81ion 

H 

HPV 

4,6 million 

9.2miKai 

IR 

Hepatitis 6 

7,500 

ut 

H 

Trichomoniasis 

1.9 million 

u 

» 

HIV 

15,000 

“ 

8 


\ •RatedaccordifigtocrneMShowrjmTaWel-tEaimatetlpfera'encetrfdvwwc j 

' h«p.ititisBuirijiinf»ct’or'>sriDiav^ble.Note’u=unav3ikdile. I 

Assuming that ilic prevalence of HSV-2 infection remained 
stable between the early 1990s and 2000. at 45 million, we 
e.sumate that 4.2 million persons aged 15-24 (11% of the 
popuiaiion aged 1 5-24) have been infected. U is important 
to note that aiihough our estimates of incidence and prev-a- 
lence of genital herpes among )' 0 «th are derived from level 1 
data on HSV-2, we classify them as kvelll because of the as- 
sumptions we made. In addition, our calculations Ignore the 
sizable proportion of genital hcipes infedions cau^ b>' HSV- 
i ; thus, our figures should he considered minimum estimates. 

HPV 

Comprehensive sun'cillance data are not available for gen- 
ital HPV infection. If we suppose that age-specific incidence 
estimates for cerv'ical HPV infection among women-' re- 
llecf the HPV incidence rates among men. then approxi- 
mately 6.2 million new' HPV infections occuned in 2000 
among Ainericans aged 15-44; ol these infeaions, 74% (4.6 
million) occurred among 15- 24-year-olds. 

Using an estimated female HP\' prevalence of ,33%(dc- 
rived from a survey of sexually active women atiending a 
university health service'^), assuming an equal prevalence 
among sexually active men and applying these figures to 
the number of sexually active 1 5-24-year-oids in the pop- 
ulation. we estimate that in 2000, some 9.2 million persons 
in this age-group were infected with HPV and hence were 
capable of spreading the virus. We classify the estimated 
incidence and prevalence of HP\' as lev-ei III because of the 
Imiiiccl evidence and crude extrapolations used. 

Hepatitis 6 

Hepatitis B reinainsa promlneni STD despite the at’ailabiiit)’ 
of a preventive vaccine for more than two decades. By ad- 
jusiing the reported number of cases to account for un- 
derreporting and asymptomatic infeeuon,^'’ the CDC has 
estimated that 81.000 new infections with the hepatitis B 
vii’us ocatrrai in the United ^atesin2000. of which 15,(X)Q 
occurred in persons aged 1 5-24.^^ ApprcBcimacely half of 
these cases were among indivndualsw'ho reported high-risk 
sextial activity Hence, the estimated incidence of sexu- 
ally jcc|v.ireci hepamis B among 15-24-yeaf-oIds is 7,500. 
Because of the assumptions and adjustments underlying 


this estimate, we classified it as level H. 

Young people bear an even larger proportion of the bur- 
den from chronic infection; Of the esiimaied 5,000 new 
chronic infections in the United States in 2000. some i,200~ 
nearly one-quaner-occurred among 1.5-24-year-o!ds. In- 
dividuals with chronic infection not only remain infectious 
for most or all of their lives, but also have an approximately 
25% Ufeiitne risk of developing cirrhosis or liver cancer 

Tridinmoniasis 

Vaginal mfeciions caused by Tnc/ic>i)ionas vtiginttlu are among 
the most common conditions transmitted sexually World- 
wide, more than i80 million cases t'f trichomoniasis are es- 
timated to occur each year, accounting for nearly 20% of all 
cases of symptomatic vaginitis.- ' In the United States, de- 
pending on the t>'peofclmicai facility and the level of STD 
risk, between 5% and 60% of women and men screened for 
trichomonas will be infected with the parasite.-^ According 
to WHO, approximately 8.2 million new T. vaginalis infec- 
tioas occurred in the United States and Canada in 1999 
.Assuming that 90% of these were in the United States and 
chat the incidence remained the same in 2000, ive estimate 
dial 7.4 million new cases of irichomomasis occurred in this 
country' in 2001). If these infections were evenly disuibuted 
among sexually active persons of all age-groups, 25% of 
tliem-i 9 imliion-ocLurred among persons aged 1 5-24. Be- 
cause this figure is based on a rough extrapolation, we clas- 
sify it as level HI. Moreover, T. vuginali,? infection may be un- 
derdiagnosed in the United .States i^ecau-se of reliance on the 
relatively insensitive wet-mount procedure for diagnosis.’^* 

HIV 

The annual number of new HIV infecuons in the United 
States appears to hax-e siabiUzcd during the .19903, although 
the imroduction of highly active antireiroxiral therapy has 
increased the prevalence of HIV by extending the lile of HIV- 
infccied people. The CDC has estimated that 800,000- 
900,000 persons in the United States are infected witli HIV 
and approxinutiely 40,000 new infection.s occur each year,^-^ 
In particular, the incidence of HIV and other STDs among 
men who have sex with men has remained high , 

Assuming that 50% of HIV infections arc contracted by 
persons younger than 25. we expect that aboui 20,000 
new HIV infections ocemr each year among youth In 2000, 
according to the distribution of AIDS cases in the United 
Stares by the recorded route of infection, an estimated 75% 
of HIV infections were acquired through sexual intercourse. 
Thus, approximately 30,000 new infections were contracted 
through sexual intercourse in 2000, and 1 5,000 of these 
were contracted by persons aged 15-24. Being based on 
assumptions about HIV incidence in the United .States, this 
estimate is level !!. 

Total STD incidence 

Despite decreasc.s in the cates of sonte reportable STDs dur- 
ing the i990s. we cstirnale that 18.9 million new cases of 
STD occurred in 2000, of which 9.1 million (48%) were 
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iuniiiig young people aged 15-24 (Table 2). These estimates 
emphasize this age-group’s parucular v-ulnerabiliiy to STDs. 
Of ihe STDs examined, HPV was ihc most commonly ac- 
ijuired, followed by uichomoniasis and chlamydia. Together, 
these three STDs accounted for 88% of all new cases of STD 
among 1 o-id-year-olds tn 2000; HPV and trichomoniasis 
accounted for 72% of new mfecuons. 

DiSCUSSiON 

Psdmaies of the national iticidence and prevalence of STDs 
are based on varitnis sources of data, each wntli its owm lim- 
itations Information about infections that arc reportable 
to siaie and local health departments are affected by the 
completeness of diagnosis and reporting. We assumed that 
only 50% and 80% ol all gonorrhea and syphilis infections, 
respectively, arc diagnosed and reported; however, few .stud- 
ies have been done to substantiate these as.sumpnons. and 
those that have been conducted have small samples.^’ Be- 
cause so many STDs, including HIV, are asymptomatic. In- 
fected individuals may not seek medical care. In parucu- 
lar, voung, apparently lieakhy persons may not have routine 
comae: wuh health care practitioners. 

[isnmaics based on prevalence surveys, such as those 
for chlamydia and HPV, are subject lolimuationsofrepre- 
semaiivene-ss. For example, although women attending lam- 
tly planning clinics were surveyed for chlamydia in all .50 
states and the District of Columbia, they may not have an 
.STD prevalence that is generalizable to the entire popula- 
tion of sexually active women. Additionally, our chlamyd- 
ia estimates depended on assumptions about duration of 
ini'eciion among both men and womcn.^* As the coverage 
of chlamydia screening increases over time, this duration 
may cior.reasc; as a resuh, our csiimatcd incidence of 
chlamydia w'outd be an underostlination of the true inci- 
dence of this disease, 

HPV infection and itichomoniasts accounted for 72% 
of all new^ cii-ses of STD among the .15-24-year age-group 
in 2001); bow^ever, the quality of the evidence-level lU-was 
poor, For all oilier .STDs, we graded the evidence as level 
II, Thus, while information about STDs-particuiarly lor 
chlamydia and HPV-ha.s improved somewhat since inci- 
dence and prevalence estimates were last made, in 1996, 
the overall reliability of the supporting data remains weak. 

Our esuiTiait: of 18.9 million new .STDs in 2000 among 
the general population is somewliai higher than the 1996 
estimate of 15 million infections. This increase may be 
atirlbutahle to our improved ability to screen and detect 
STDs, however, it may also rellett the imprecision of ihe 
estimates themselves. More representative data ate need- 
ed, especially for those infection s of highest incidence and 
grcaiest morbidity. 

Nevertheless, given the available information about the 
burden of .STDs among sexually active young people, our 
estimate of 9. 1 million new infections in 2000 among 15-24- 
year-olds dcmonsinues die ircmcndous loll these infections 
continue to have on youth in America: Reprcseniing one- 
quarter of the ever-scxually acitve population aged 15-44,^^ 


young people acquire nearly onc-halfol all new STDs. This 
burden is reflected not only in morbidity among the indi- 
viduals affected but also in economic and psychological 
costs. The estimates provided here are the best numbers 
to date on which to base policy decisions, outreach and ed- 
ucational efforts. W’e encourage other researcher. s to refine 
these estimates and thereby help monitor national efforts 
at lowering the burden of STDs, especially among young 
.Americans. 

REFERENCES 

1. CaesW.Jr.ap.dAjnenon Soda! Fkalih /Vesoewfion rand. Esamaies 
ofthemcidencc and prevalence of sexu.ittyinin5mmed diseases in the 
Unued Siatcs.Sexiiaily fran.S'niliedDistGScs. I'J'-W. iOtSuppl -11 S2-'. 

2. Sonensiem FL ei al, Changes in sexual behavior and tondom use 
amMigicenagcd males' liJSfiTO 1995,.4intn£a/i fournn/i)/ thiblii 
1998, 88(6V,956-959; Abma J ct al.. Fcnihiy, family pl.innmg, and 
women's heakii. new data from the 1995 National Suf\'ey of I'atnily 
Growth, Vlwl and HcfllthSrflfisfia. 1997. Vol 23. No. 19; and Laumann 
EO el al. .National Health and Socialii)f Survey, f992,Chk;ago and Ann 
Arbor. Ml: National Opinion Research Center and Inicr-Universtcy 
Consoniuni lor Political and Social Research. 1995. 

3. CatesW.jr . and.-imcncan Social Health .Assoti.r ion f’anei. ;999, 
isj). dt- (see refcicnee I ). 

4. Centers tor Disease Control and Prevention (CDC). St'-tuadv Ttou?- 
HilHed DiStvseSumitlanee, 2<W.Aebr.(a. CDC. 2001. 

5. Irvine WCct a!.. Indirect estimation ol chlamydia screening cover- 
age using public healih sorveUlanee <iau, American Journal ol FuhtU: 
Hcalih. 2004 (fonhcomingi. 

6. Grosedosc SL ei al.Esiim.Mcd incideiKcandprevalencc ofgciiit.ii 
Chlumydia {irtt'fiomotis infection in the Uniifd States, 1990, Sexually 
TransmiHfti Diseases. 1999. 20(6)'339 • 344. 

7. CDC, CWamyilia Pirvulencc Momrocirtg Piv/rct Anniiol Hcparc 2000: 
SccuaJfyTninfmitlni DheasfSunrilliime 2000Suppki’umi. Atlanta' CDC. 
2001- 

8. Soncnstcin FLeiaL l'>98. op.cn tsce referenext 2): Abma .l ei al., 
i997.op. cit-t-sec reference 2), and Lauinann EOetal , 1995, op, vii. 
{see icfcrenev 2) 

9. CDC. 21*01 . op. cit (.see reictcncc +). 

lO-CjicsW.Jr .and American Social Health Association Panel, 1999. 
0 |>. cit. (see reference 1). 

U.COC, 2001, op. cit. (.see l•efcr^tnce4^ 

12. Ibid. 

13- Caies W.Jr , and Atnefican Social Health Association Panel, 1999, 
op. cii. (see reletencc 1 ). 

14, , lohnsor. Rei al., A. seroepidcmiologlc survey of the prevalence of 
heqjcs amplexeirus type 2 mfcctioii iti dw l.'nitcd States, New Hiigicnd 
/iiwniifo/Meiii.inc, 1989, 321{ l):7' 12. Fleming DTetal . Herpes sim- 
plex vuusiypc 2 111 itie United States. 1976 -1994, .NViv Eiigiund /.uu nal 
Medicine, 1997, 33?{l6i.U05- 111 1: ArmstroiigG et a) , Incidence 
of lierpcs simplex virus type 2 infection tn the Llnitcd Slates, Amerti tin 
Journtiifi/Epide/moiiigy. 2001. 15.3(9) <112-920. and Fism.ir DN et al . 
Projection of (he future dimensions and costs of the genual hwpes 
simplex type 2 epidemic in the United State.s. Sexually rrunsniUffd 
Diseases. 2002. 29(10):608-622. 

15. CDC. 2001. op. cit. (sccTclctcncc -*) 

16. TaoG. Kasslet W and Rein D. Medical c.irce-xpendiui res for geni- 
tal herpes in the United States. Sc.vuaiiy T'ansmiKcd Diseascv, 2000, 
27(l).32-38.and Corey U and W.ikl A, Genital herpes, m Holmes KK 
etal.,eds.,SarufllfvTmnsmii£edDtse«ise!, New'Vorif McGraw-Hill, 1999, 
pp. 285- 312- 

17. Corey L and Handsficld H. Genual herjies and pubhi: hwlrh: ad- 
dressing a global problem, journo!.); thrAnimt tin. McciUui.Avs.i.wtlon, 

2000. 283(61:791 -794. 


Volume 36, Number 1 . january/February 2004 



421 


Sexually Transmitted Diseases Among American youth 


18. Fk'ining DT e! al, i^/,op. cii (see reference 14) 

19. .Armsux'ng G etal, 2001, op.cii. (see reference 14). 

20. Ibid 

21. Myers tR, Maihemarkai modci for she naturai history of hurmm 
jrapiltoina'-irusinleciionaiic! ccrvieiliiiain0i^esis.<4»ticncd/ijpurnu( 
ffpirfeniioiogy. 2000, l.51<123:U58-U7l, 

22. Bauer HM ci al .Cienhal human papiUomavirjsinfccnoTi m female 
uiiivcri!(v.s;i:cic!itsas deicrnsmedby a PCR based method, 

r/ie .Imciii U'! Ah'diciii .\.s.sci..ui(fOn, 1991. 26!>(4V472-477 

23. C.oiciuaa PJ Cl a! .inckicr.ueol htpiunsBMriss infection in live l.mi- 
cct Stoics. 1976 i994: estimates from the National Health and Nutn- 
(ion r-.'<amm,i(iai> Sunxysjouriidlajlnjcctious Diseases. 1998, 178(4) 
954 959. 

24. .^rTl1S^Tong G, CDC..Ariana, personal commimicarion. Sept. 9. 2003. 

25. Goldsicm ST ei a!,. Ir.cidcncc and risk factors for acute hepatitis B 
in ike IJniied Siiiics, 1982- 1998: iinplkauons foi vaccinaiion pre^rams. 
joumdlof InfeeiiMs Diseo.ws, 2002, i85(6);7l 3-719. 

26. Maigolis HS cl a!., l■^c^'cn^u>no! hepatitis B virus transmission by 
immiii'iizauon' an ctonomic analysis of current recommendations, 
ImiriKii (jjifi,- ,-\mciii.ijn .Medical Assiviaiiun, 1995. 274(15)120l'l208. 

27. World I lealtli Organcanon {W’HOl.Ctifia! Pievulenccand /ncidencc 
ol Selftted(.'w*uWi'.Sr-xuiillyTmmniiHfd/>ifecIiim.s.'Ov«rvK»viwdEsimHK£S, 
Geneva, WHO, 2001. 

28. Krieger JN and Atdcrete JF. Tri,:JH»n(jnasvaglRaii?and irichomofii- 
asis in: HolmcsRKeial.. 1999,op. t« (sec reference S0).pp. 587-604. 

29. WHO. 2001, op c'l. (see reference 27). 

30. 1 ossick JO, Epicieiniobgy ofurogenhal tncHoinoniasis. in: Honi^^ 
OM, ed.. T) tekf-monads Paio.ntic in lium«n.\ New York, Spnnger-Veriag. 
.1989. pp, .31 1 -323, and Cotth MF ei :il.. LX-mographicand behavioral 
picditmisol Trii lii''iMiia' ynginali.vinfctnonamongprcgnaniwomen. 
0(M[i'ines6'Cynei/jl(>gv. 1991. 78(6):1087- 1092. 

31. Kncgcf JNand AldercicJF, 1999, op at. (see reference 28) 

32. Karon JM etal,, HIV in the UnnedSimcsai the lorn of the century 
an epidemic in transition. Amcriian Journal ol Public Health. 2001. 


91(?):10^-l068-.ar!d Karon JM ci ai.. Prevalence of HlVinieciion in 
the United States. 1984 to 1992, (niuna) oj (he .Anu-naui .Vitdioi; 
1996, 276(2).i26- 131 

33. CDC. HIV Among soung men u lio have yc-v (vuh men. Sh>rmMy 
and Morlahly Weekly Report. 2tX)L 50(2 U 440- 444, .ind CDC, Prurwry 
and secondary svphilis—L'nueJ States. 2002. Mru feidiivunfi Mui wlisy 

\yffl!fyRfpf)ri,2603,52(46) 111?- lUO 

34-. Rosenberg PSand 8'ggar E{J. Trends in HlVmtidence among young 
adults in die UriiiedSiaies.iiiii'''>afi)|die/\fiifnr.(3;!iVlrtiiaii .4ssu> ienmn, 

1998,279i23).i894 1899 

35. OovIfTJ. Glynn MK and Grosedost Sl..CompIciencss oi no: ikaMc 
infectious disease reporting m the Untied States, an 3n,ilyiii..il review, 
American fouittcl of tpidc.mii'lijgv. 2002. 135{9i:866 B74 

36. Frost jj. Public or ptivatc providers’ U S. women's tise ol rcpro- 
ducnvehcalch services, l-amih P:anii!rigPt'ivpc(.!ive'. 2C'0i, > k; i ):4' 12 

37. Grosetlosc SI. ci ai , 1999, op cn (see reference 61. 

38. Sonenstnn FI. ci al. 1998, op dt. (see referentc 2), Ahm.i j e: al . 
1997, op ett. (see reference 2i. end [.aumar.n FO ct j! . 1995 <^p cn. 
(see reference 2). 

AdtnowledgmMts 

The tiuthprs ihanh Pchra Mosun:, Linda Wchsier Pn hcr. Greg 
Armsoviiji. l-upeXu. Kdchkxn Jnvm. Kcii.hef Jones. KathenneSiorit: 
and.AltbtirZuidipriluiif iO'iinl'iuions iolhc>»unii.’<i:ni'iunJ/uip/itl 
suggestions The Univeniiyof North Carolina School of fowncilisn} 
and Mass Canimunicaiioii Panel on Youth. Sexually Tttjfi.'im.iileil 
Diseases and ihc Media alsocoinnhuied to ihcmanusa tpt and in- 
diided (be fallosving mcmi’crs.- Ti-atey A. .Adijm,s, /fine D. iinnvn, 
Vuginia Caine, JacqiuhncE Datroch. Ralpli DiC'lenicnif, J..byti /. 
Kollv.Joriaihan Slacks. Susan L Kasi’iifhal, Felicia Siewtiri, James 
Trusse'.l, Rii haul A. O'oshv, Lcmin 5. Sahu«i', ,if)an R, ("ales. fVli- 
na £ Mcitane. Nancy Herndon and Susan SchuU. The panel 's u orh 
wassupi'onedhylhe WifHam I. Grant Fotiiifiaiiun. 

Author contact: h5H'2S(.-d(:.gav 


10 


Perspectives on Sexual and Reproductive Health 



422 


Sexually Active Younger Women are at Higher Risk for Infection with Human Papiliomat... Page 1 of2 


HNIAIDN'^.WS 


Office of 
Communicsfions 
and Pubiic Liaison 


National tnsIftLite of Al!»gy and InfecteiHJs Diseases ■ National Institi-ites of Health 


FOR RELEASE 
Wednesday, Feb, 11, 1998 

Cheryl Parrott 
(301)402-1663 

cparrptt@nih.gov 


Sexually Active Younger Women are at Higher Risk for Infection with Human 
Papillomavirus 

Sexually active college-age women have a high incidence of human papillomavirus 
(HPV) infection according to a study supported by the National Institute of Allergy 
and Infectious Diseases (NIAID) and reported in the Feb. 12, 1998 issue of The 
New England Journal of Medicine. 

"Genital infection with HPV is one of the most common sexually transmitted 
diseases, with its prevalence in young women ranging from 20 percent to 46 
percent in different countries," says Study Director Robert D. Burk, M.D.. of the 
Department of Pediatrics, Microbiology and Immunology, and the Department of 
Epidemiology and Social Medicine at the Albert Einstein College of Medicine. "The 
public health impact of this infection is compounded by the recognized causal 
relationship between genital infections with certain types of HPV and cell 
abnormalities of the cervix and cervical cancer." 

"The incidence of HPV infection in sexually active young college women is 
alarming. Furthermore, we currently have no effective way to prevent infection. The 
need for topical microbicides and effective vaccines is urgent," says Penny 
Hitchcock, D.V.M., chief of the sexually transmitted diseases branch in NIAID’s 
Division of Microbiology and Infectious Diseases. "It is certainly reassuring that 
only a small number of women will develop cervical cell changes or cancer. 
However, until we have more precise diagnostic tests, it is important for young 
women to have regular Pap smears." 

Through campus-wide advertisements at a state university in New Brunswick, N.J., 
the study team enrolled 608 young women. Their average age was 20 years, and 
the ethnic distribution was 57 percent white, 13 percent Hispanic, 12 percent black 
and 18 percent other. Twenty-six percent were diagnosed with HPV infection at the 
beginning of the study. Each of the women had pelvic examinations and Pap 
smears at the study outset and annually. For a maximum of three years, the 
women responded at six-month intervals to questionnaires on lifestyle and sexual 
behavior. At the same visits, samples of cells from the cervix and vagina were 
taken to ascertain whether or not HPV was present and to determine the type, or 
strain, of HPV. If the same type of HPV was present during two consecutive visits. 


http://www.niaid.nih.gov/newsroom/releases/hpv.htm 
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the infection was defined as persistent. The average duration of HPV infection was 
eight months. 

The cumulative incidence of HPV infection in the women who were HPV-negative 
at baseline was 43 percent. The investigators noted, however, that this incidence 
decreased with time: it was 20 percent in the first 12 months; 14 percent in the 
second 12 months; and only 9 percent in the final 12 months. 

"The encouraging news," says Dr. Hitchcock, "is that this study suggests that the 
body’s response to infection plays an important role in limiting persistence of the 
virus and disease progression. If this is mediated by the immune response, it could 
indicate that development of prophylactic and therapeutic vaccines would play an 
important role in prevention and control." 

Higher risk and incidence of HPV infection are associated with younger age, ethnic 
minority subgroups, increased frequency of alcohol consumption, anal sex or a 
high frequency of vaginal sex, A woman was less likely to have an HPV infection 
last for six months if it had been her first infection. The longer an infection endured 
from previous visits, the more likely it was to persist. 

One of the consequences of HPV infection is the presence of various types of 
abnormal cells. One such type, squamous intraepithelial lesion, a potentially pre- 
canoerous condition, is caused by HPV infection of cervical cells, and is usually 
first detected as an abnormal Pap smear. 

The authors caution that because of the six-month inteo/al between medical visits, 
the study results may underestimate the incidence and overestimate the duration 
of HPV infection. They also warn that if is uncertain whether these data apply to 
older women. 

In addition to Dr, Burk, collaborators included Gloria Y, F, Yo, Ph.D., and Chee J. 
Chang, Ph.D,, both of the Albert Einstein College of Medicine, Bronx, N.Y.; and 
Robert Bierman, M.D., and Leah Beardsley. N.P,, both of Rutgers University 
Student Health Service, New Brunswick, N.J. 


NIAID is a component of the National Institutes of Health (NIH), NIAID conducts and supports 
research to prevent, diagnose and treat illnesses such as HIV disease and other sexually 
transmitted diseases, tuberculosis, malaria, asthma and allergies, NIH is an agency of the U.S. 
Department of Health and Human Services. 

Press releases, fact sheets and other NIAID-related materials are available on the Internet via 
the NIAID home page at http://www,niaid. nih.gov. 
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Increased Risk of Cervical Abnormalities Among HIV-Infected 
African Women 




I n a study in Malawi, HIV-infected women were three times more likely than uninfected women to 
have persistent human papillomavirus infections (HPV), and twice as likely to have cervical 
abnonnalities, according to NIAID-supported investigators and their colleagues. HPV infection is 
causally associated with ceivical cancer, the most common malignancy among women in the developing 
world. Scientists estimate that worldwide 500,000 new cases of cervical cancer and 300,000 related 
deaths occur annually. 

As reported in the March 1 996 Journal of Infectious Diseases, the researchers found squamous epithelial 
lesions in 15 percent of U6 HIV-positive women, and 7 percent of 152 HIV-negative women. This 
heightened occumence of cervical lesions probably resulted from a greater overall frequency of HPV 
infections (48 percent vs. 23 percent) in the HIV-positive group, write Paolo G. Miotti, M.D., of 
MAID'S Division of AIDS, Keerti V. Shah, M.D., of The Johns Hopkins University School of Hygiene 
and Public Health, and their colleagues. 

Two high-risk types ofPIPV associated with cervical cancer—HPV-ib and HPV- 18— accounted for half 
of the HPV types identified in the study. 

HIV-positive women were three times more likely than HIV-negative women to have an HPV infection 
that persisted from a first clinic visit to a second visit a year later. The most immunosuppressed women— 
tliose with fewer than 300 CD4+ T cells/mm^— were most likely to have persistent HPV infections. 

"The strong correlation between HPV detection and immunosuppression levels suggests that HIV- 
induced immunosuppression may increase the susceptibility to HPV infection, its reactivation or 
duration," the authors w'rite. 

Previous studies have shown tliat HIV-infected women in the United States and Europe have elevated 
rates of HPV infection, cervical abnonnalities and cervical cancer. In sub-Saharan Africa, however, data 
about the association between HIV, HPV and cervical abnormalities are largely lacking. 

"This study adds to growing evidence that early detection of HPV and regular monitoring of HPV- 
related cervical lesions are especially important in HIV-infected women, in developing as well as 
developed countries," says Penny Hitchcock, D.V.M., chief of the sexually transmitted diseases branch 
ofNIAlD's Division of Microbiology and Infectious Diseases. 

-Greg Folkers 



http://www.niaid.nih.gov/publications/agenda/0696/page8.htm 
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Do Condoms Prevent Genital HPV Infection, External Genital 

Warts, or Cervical Neoplasia? 

A Meta-Analysis 

USA E MANHART, AND LAURA A. KOUTSKY,'^ PhD 


Background: Although condoms most likely prevent HIV 
infection, evidence of their effectiveness against other sexually 
transmitted diseases is mixed. 

Goal: The goal of the study was to determine whether con- 
dom use prevents genital human papillomavirus (HPV) infec- 
tion and HPV-related conditions. 

Study Design: We conducted a literature review and meta- 
analysis of the effect of condom use on the prevention of genital 
warts, subclinical HPV infection, cervical intraepithelial neo- 
plasia (CIN), and invasive cerx’ical cancer (ICC). 

Results: Among 27 estimates from 20 studies, there was no 
consistent evidence that condom use reduces (he risk of be- 
coming HPV DNA-positive. However, risk for genital warts, 
CIN of grade [I or III (CIN II or III), and ICC was somewhat 
reduced. 

Conclusions: Available data are too inconsistent to provide 
precise estimates. However, they suggest that while condoms 
may not prevent HPV infection, they may protect against 
genital waits, CIN II or III, and ICC. 

HUMAN PAPILLOMAVIRUS (HPV) is a common sexu- 
ally transmitted infection, and it is estimated that over 50% 
of sexually active men and women aged 1 5 to 49 years have 
been infected with one or more genital HPV types at some 
point in their lives.' Of the over 38 different types of this 
small DNA virus known to infect the genital tract,^ only two 
types (HPV 6 and 1 1) are clearly linked with genital warts, 
whereas virtually all types have been linked with squamous 
intraepithelial lesions (SILs) of the uterine cervix. Further- 
more, genital HPV types play an etiologic role in the de- 
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vclopmcnt of virtually all cases of invasive cervical cancer 
(ICC).^ Invasive cancers of the vagina, vulva, penis, and 
anus have also been linked with genital HPV infection, but 
compared with cervical cancer, these cancers are rare.*' 
Papanicolaou (Pap) smear screening has allowed for early 
detection and treatment of HPV -associated cervical lesions, 
dramatically decreasing cervical cancer incidence and mor- 
tality among women. 

As with other infections that cause significant morbidity 
and mortality, preventing the spread of the infectious agent 
throughout a susceptible population is generally more cost- 
cfTective than approaches involving early detection and 
treatment. In the absence of a vaccine, abstinence, mutual 
monogamy, and condoms arc options for preventing genital 
HPV infection. In response to the recent congressional 
mandate to provide the public with more accurate informa- 
tion on the efficacy of condoms in preventing HPV infec- 
tion,* a comprehensive review of the literature was under- 
taken and a meta-analysis performed. 

The strongest evidence of the role of male condoms in 
preventing disease transmission is for HIV, A meta-analysis 
of 25 studies of HlV-serodiscordant heterosexual couples 
provided a summary efficacy estimate of 87% (95% Cl, 
60-95%).* The evidence is less clear, however, for other 
STDs. In vitro testing has shown that condoms provide 
100% protection as a physical barrier to chlamydia, herpes 
simplex virus-2 (HSV-2), and HIV,’ and some reports in- 
dicate protection against gonorrhea, chlamydia, and HSV- 
2,8 '0 However, a study of Baltimore STD clinic attendees 
revealed that condom use was not associated with any 
reduction in the incidence of gonorrhea, chlamydia, tricho- 
moniasis, or syphilis. ‘ ' Although no studies have been con- 
ducted explicitly to assess the effectiveness of condoms in 
preventing HPV infections, numerous publications present 
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data on the relationship between condom use and HPV- 
related conditions. The present analysis examines the exist- 
ing evidence on the effectiveness of condoms against HPV 
infections and HPV-related conditions (e.g., genital warts, 
subclinical HPV infection, cervical intraepithelial neoplasia 
{CIN], and ICC). 

Methods 

We examined the peer-reviewed literature on condoms 
and HPV-related conditions published in the English lan- 
guage since 1980 to identify studies for inclusion in this 
analysis. The search was limited to the past 20 years of 
published literature because before the mid-198te HPV 
DNA testing was not available, and before the late 1970s 
classification schemes of HPV-rciated cervical pathology 
were not standardized. After initial discussions with experts 
in the field to identify appropriate studies, we engaged in a 
MEDLINE search and reviewed reference lists from pub- 
lished articles to identify other publications not already 
selected. The following search terms were used: human 
papillomavirus (HPV) and condoms, cervical cancer and 
condoms, SIL or cervical intraepithelial neoplasia (CIN) 
and condoms, and warts and condoms, as well ^ each of 
these search terms independently. Only studies that exam- 
ined use of the male condom were included. To date, there 
have been no studies of the female condom and HPV. 

Inclusion Criteria 

Studies were included in this analysis if they met the 
following criteria: (1) a clear definition of the endpoint 
(HPV infection; HPV type; warts, SIL, CIN; cancer), (2) an 
exclusive definition of condom use, and (3) an appropriate 
comparison group. Nine studies that examined the effect of 
barrier contraceptive methods lumped together (condom, 
diaphragm, cervical cap) were excluded, as it was not pos- 
sible to disentangle the effect of condoms from the other 
methods, Two studies conducted in populations with high 
rates of HIV infection were also excluded because the 
presented data did not allow for assessment of condom use 
and prevention of HPV-related conditions in the absence of 
immunosuppression, Compared with individuals who are 
not infected with HIV, those who are infected tend to have 
more evidence of HPV-related disease.” In case-control 
studies, we required controls to be selected from the same 
populations that gave rise to the cases'-; two studies did not 
meet this criterion. Four other studies were excluded be- 
cause of inadequate assessment of cither condom use or 
outcome. 

Because of the instability of estimates derived from stud- 
ies of small sample size, we also excluded all studies that 
had fewer than 20 cases and/or controls or less that 20 
condom users (2 studies). When more than one publication 
reported on the same study population, we included only the 
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one with the clearest presentation of data on the relationship 
between condom use and the outcome of interest. When 
several definitions of condom use were evaluated or more 
than one comparison was reported, we elected to present 
only one comparison, giving higher priority to the definition 
of “always use versus never use” and less priority to defi- 
nitions suggesting occasional use. For many studies, how- 
ever, condom use was measured as only “yes versus no” or 
“ever versus never.” 

For biologic homogeneity, separate evaluations were per- 
formed for the five outcomes of interest: ( 1 ) external genital 
warts, (2) HPV DNA detection in genital samples, (3) 
cervical warts and SIL, or CIN (grade I or unspecified), (4) 
CIN II or III, and (5) ICC (squamous cell carcinoma and 
adenocarcinoma not differentiated). Cervical SIL (Bethesda 
classification system) and CIN (Richart’s classification 
scheme) define the same set of lesions, although the SIL 
category includes cellular features of HPV infection (e.g., 
koilocytosis) alone, as well as classic cellular features of 
CIN with or without koilocytosis.” 

Whenever the odds ratio (OR) or relative risk (RR) pre- 
sented in the publication was calculated from a clear base- 
line category, we utilized that estimate and corresponding 
95% confidence intervals in our analysis. Because most of 
these studies were not designed to assess the relationship 
between HPV-related conditions and condom use, in some 
cases the OR presented in the publication did not reflect 
always-versus-never use of condoms. For those studies, wc 
recalculated the OR and Cl, from data presented in the 
publication'* or data obtained from the investigators them- 
selves.'”” We also calculated ORs and 95% CIs for studies 
that presented percentages.'*-’’ In all instances, Epi-Info 
(version 6.04b; Centers for Disease Control and Prevention, 
Atlanta, GA) was used in the calculation of the 95% CIs."* 
When provided, adjusted ORs (ORa,ij) or adjusted RRs 
(RRadj) were presented. 

We conducted a chi-square test of homogeneity'® for 
each outcome and concluded that substantial heterogeneity 
was present in each group. Therefore, we elected not to 
calculate pooled odds ratios and have presented only the 
individual estimates. 

Results 

A total of 20 studies met all the inclusion criteria (Tables 
1 and 2). Five of these studies assessed more than one 
outcome, providing a total of 27 different estimates on the 
relationship between HPV-related conditions and condom 
use. Two studies included data on the relationship between 
condom use and external genital warts'*-”; in 6 studies the 
primary outcome was detection of HPV DNA in cervical 
samples'”-'*'^”; 4 studies examined cervical SIL, cervical 
warts, or CIN (grade I or unspecified)'*-^-^ 27- g studies used 
CIN grade II or III as the outcotne**-^'' *'; and 5 studie.s 
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TABLE 1. Studies Incfuded in Analysis, Stratified by CXitown© and Orctered by Date 


Date* 

Study* 

N 

ixxi^tion 

Gender 

Design 

External genita! warts 

1992 

Hipp^ainen (17) 

432 

RnlarKf 

Males 

Cross-sectional 

1996 

Wen (13) 

1298 

/^istralia 

Males 

Case-contreri 

1996 

Wen (13) 

656 

^i^ralia 

Females 

Case-control 

Cervical HPV DNA 

1988-1990 

Davidson (20) 

1126 

U.S. 

Females 

Cross-sectionai 

1989-1990 

Jamison (21) 

634 

u.a 

Females 

Cross-sectional 

1992-1993 

Kjaer (22) 

182 

Denmark 

Females 

Cross-sectional 

1992-1995 

Young (24) 

1477 

Canada 

Females 

Cross-sectional 

1994-1997 

Ho (14) 

608 

U.S. 

Females 

Cohort 

1997* 

Kjaer ^3) 

956 

Denmak 

Females 

Cross-sectionai 

Cervical warts and SiL oi 
1968-1974 

' CIN (grade 1 or unspecified) 

Zondervan^ ^5) 

1749 

England^otland 

Females 

Nested case-control 

1981-1985 

Kataja (26) 

1397 

Rnfand 

Females 

Case-control 

1984* 

Syrjanen (16) 

2% 

Rf^and 

Females 

Case-control 

2000* 

Adam" (27) 

4^ 

U.S. 

Females 

Cross-sectional 

CIN 11 or i« 

1968-1974 

Zondervan^ (25) 

1331 

England/Scotland 

Females 

Nested case-control 

1985-1987 

Munoz (28) 

207 

Span 

Females/husbands 

Case-control 

1985-1988 

Munoz (28) 

187 

Colombia 

Females/husbands 

Case-control 

1989-1991 

Becker (29) 

538 

U.S. 

F^alss 

Case-control 

1991-1994 

Wang (31) 

723 

Taiwan 

Females/husbands 

Case-contrd 

1992-1994 

Ho (30) 

258 

U.S. 

Females 

Cross-sectionai 

2000* 

Adam« ©7) 

530 

U.S. 

Females 

Cross-sectional 

invasive cervical cancer 

1968-1974 

Zondervan® (25) 

354 

England/Scotland 

Females 

Nested case-control 

1979-1988 

Thomas (15) 

522’ 

Thailand 

Females/husbands 

Case-control 

1982-1984 

Hildeshetm (34) 

1267 

U.S. 

Females 

Case-contrd 

1984-1987 

Slattery (32) 

638 

U.S. 

Females 

Case-contrd 

1987-1988 

Kjaer (33) 

131 

Denmark 

Females/husbands 

Case-contrd 


‘Date study was conducted. 

■fpirst auteor (reference number). 

*PublicatiCKi date (study date not indicated). 

*Slngle study with three different outcomes: invasive cervical cancer (n * 33), carcinoma in situ (n « 121). and dysplasia (n = 159), by ICD-8 
definitions. Ten controls per case from cohort of 1 7,032 (women with no cervical abnormalities), with the exception of 1 case of invasive cervical 
cancer for which only 1 control was available. 

’’Single study with two different outcomes: compared women with no lesions and no HPV DNA{n * 269} with women with CIN ! (n « 161} and 
women wt^ CIN !i/lll (n « 261). All diagnoses biopsy-confinmed. 

’'N represents a subset of the larger study reported in the article (n = 1016):Nof522inciudesonly those subjects (1) who reported monogamy 
and (2) whose husbands were interviewed and reported visiting a prostitute at least once. 


focused on ICC.'*' 2 *-” -34 majority of studies measuring 
HPV DNA as the primary outcome were cross-sectional, 
with the exception of one cohort study. In contrast, all 
publications on cervical cancer were reports of case-control 
studies. Studies assessing (1) external genital warts, (2) cer- 
vical STL, cervical warts, or CIN (grade I or unspecified), 
and (3) CIN 11 or III represented a mixture of casc-control 
and cross-sectional designs. 

The overwhelming majority of these studies were con- 
ducted among women, with one study of men only and 
another of both men and women, Three of the studies on 
women, however, gathered condom use data directly from 
their husbands.'^-^*'^^ Although the age range of all subjects 
was large, in general, studies of genital warts, HPV DNA 
detection, or SIL were conducted among men and women in 
their twenties and early thirties, while shidies of ICC were 
conducted among slightly older women. 

Several different condom measures were used in these 
studies, but ail relied on self-report, which can sometimes 


result in misclassification. Time intervals were rarely stated, 
and only four studies specified a defined measurement pe- 
riod for condom use. Two studies compared users for 5 or 
fewer years with those who had used condoms for greater 
than 5 years, 1 assessed condom use in the past 4 months, 
and 1 compared users for 6 or more months with those who 
had used them for fewer than 6 months. The type of condom 
used (latex versus nonlatex) was not specified in any of the 
studies. 

External Genital fVar/s 

Only two studies assessed the relationship between con- 
dom use and external genital warts, and both found protec- 
tive effects (Figure 1). One analysis examined young male 
military recruits, while the other evaluated men and women 
attending an STD clinic. Among military recruits, those 
who reported always using condoms were 70% less likely to 
have genital warts or subciinical HPV infection of the penis 
than male recruits who occasionally or never used them 
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TABLE 2. Summary Estimates. Condom Measures, and Pot^ttial CCHifounders Exanined for Studies included in the Analysis, Ordered 
By Magnitude of the Odds Ratio (OR) 


Study' 

Population Source 

Risk 

(95% 

Condom Measure 

Potential Confounders Ex^ined in Analyses 

External genital warts 

Hippeiainen^ ^17) 

Wen (13) 

Militay recruits (men) 

STD clinic 

0.3{0.2-0.5r 

Atw^s vs. vevetl 
occ^tmaliy 

Htstoiy of STDs, casual sex contacts (tested, but not 
significant) 

Crude OTs and 95% CIs presented. Data in article 
allowed for calculation of adjusted ORs but not 95% 

CIS. 

Man: OR = 0.4 after adjusrinent for age group, no. of 
lifetime patners, smoking 


Mer^ 

0.3{0.2-0.4f 

Ahwaysvs. nevo- 


Women 

0.6 (0.4-0.9)* 

Always vs. never 

Women; OR = 0.4 after adjustment for age group, marital 
status, occupation 

Cervical HPV DNA 

Kjaer (22) 

Female sex workers in 
Copenhagen, 

Denmark 

02(0.1-0.6) 

^rrait always vs. 
never {w/private 
partners, past 4 
mo) 

Age (continuous), no. of private partners in past 4 mo. 
ever gonoirhea 

Ho (14) 

University health center 

0.8(0.4-1-4)S 

Always vs. never 

Age. race, alcohol consumption, no. of sex partners in 
prior 6 mo, no. of sex partners in prior 7-12 mo, an^ 
sex. frequency of vaginal sex. male partner’s no. of 
lifetime partners, main partner currently in schoc^ (in 
model) 

ItKome: lifestyle: use of cigarettes, recreational drugs, oral 
contraceptives: no. of casual sex partners, regular 
partners, new regular partners; frequency of oral sex; 
sex with alcohol or drugs: postcoitai bleeding; sex 
during menstruation: douching (tested & not significant) 

Davidson (20) 

Alaska Native medical 
center + random 
sample from Alaska 

Native population 

0,9 (0.5-1 .gs 

Always vs. never 
(within past 2 y) 

Age, IKetime no. of sax partners, oral contraceptive use 
(tested & not significant) 

Jamison (21) 

Adolescent clinics 

1.2 (0.7-2.1} 

>75% of time vs. 
<25% (priw 6 
mo) 

Ethnicity, age, pregnancy, smoking, oral contrac^tives, 
gonorrhe^chlamydiat infection, no. of sex partners in 
past 6 mo Rested & not significant) 

Young (24) 

Community health 
center (43% 

AbonginaQ 

1.5 {1.1-2.0) 

Mosl/always vs. 
never (during 
past 1 ^ 

Aboriginal, smoking, marital status, age, ora! 
contraceptives, age at first sex, iifetims no. of partners, 
no. of pilners in past 1 y. no, of past pregnancies. 

Pap test resuits 

Kjaer (23) 

Oncogenic 

General female 
population In 

Copenhagen 

1.6 {0,8-3.3) 

Current vs. never 

Age (significant); lifetime no. of partners, no. of regular 
partners (aS mo), age at first intercourse, years since 
first intercourse, history of chlamydia, history of any 

STD. years of diaphragm use, years of oral 
contraceptive use. no. of five births, sm^ing (tested) 

Nononcog^ic General female 

population in 

Copenhagen 

Cervical warts and SIL or CIN (^de I or unspecified) 

3.8 (1.2-11.© 

Current vs. never 

Age. lifetime no. of partners, no. of live torths. history of 
chlamydia (significant), no. of partners (&3 mo), age at 
first intercourse, years since first Intercourse, history of 
any STD, years of diaphragm use, years of oral 
contraceptive use, smoking (tested) 

Zondervan*' (2S) 

Family planning clinics 

1.0(0.r-1.4) 

Ever vs. never’’ 

Husband’s social class, smoking, age at first k^rth, ever 
use of oral contracepMves, ever use of diaphragm 

AdsOTi” (27) 

Colposcopy clinic 

1.1 (0.7-1 .8) 

Evw vs. never 

Referral for Pep test result, age, race, high-risk HPV, 
pregnancies, smoking 

Syrjanen (16) 

Outpatient OB/GVN 
university hospital 

1.4(0.7-2.9)* 

Yesvs.no’ 

_ 

Kataja'f (26) 

Communal health 
centers 

1.8 (1.4-2.4) 

Yes vs. no’ 

smear result, no. of sex partners in past 2 years, age, 
intrauterine device, regular use of any contraception, 
hygiene, smoking, warts in partners, frequency of sex 
per week 

CIM II or III 

Ho (30) 

CIN III vs. i« 

Colposcopy clinics 

0.3 (0.1-O.8) 

MosValways vs. 
never 

Age, educstion, ethnicity, no. of Pap smears in last 3 
years, oncogenic HPV type (significant) 

Lifetime no. of partners, no. of partn^s in past 6 mo, age 
at first coitus, frequency of vaginal sex, douching after 
sex. current & past ora! contraceptive use. no. of 
pregnancies (tested & r^ot significant) 

Wartg»»(31) 

Cervicaf cancer 
screening sites 

0,3(01-0.9) 

Any use vs. none 

No. of sex partners, age at first sex, husband's frequency 
of visiting prostitutes, HPV infection, oral contraceptive 
use, £4 vaginal deliveries, %2 induced abortions 

Adam” (27) 

Colposcopy clinic 

0.6 ^.4-0.9} 

Ev^ vs. never 

Referral for Pap test result, age, race, high-risk HPV, 
pregnancies, smokirtg 

Ho (30) 

CIN II vs. 1“ 

Colposcopy clinic 

0.7 ^.8-1 .8) 

Most/^ways vs. 
r^ver 

Age, education, ethnicity, no. of Pap smears in past 3 y, 
oncogenic HPV type (significant) 

Lifetime no. of partners, no. of partners in past 6 mo; age 
at first coitus: frequency of vagina! sex; douching after 
sex; current 8 past wal contraceptive use; no. of 
pregnancies (tested & no! significant) 
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TABLE 2. Continued 


study' 

Population Source 

Risk Estimate 
(95% C9 

Condom Meesure 

Potential Confounders Examined in Analyses 

Becker*® (29) 

Munoz^ (28) 

University 

maternal/infant care 
clinics 

Hospitals, pathology 
labs, screening clinics 
(cases: Spain, 

C^ombia) 

0.8 (0.5-1 .3} 

Ever vs. never 

Age. age at first sex, lifetime no. of parfnws, ethnicity, 

HPV 


Family planning clinics 
(Spain) [controls] 

O.a ©.6-1.7) 

Brer vs. never* 
©usband's 
re^XMis^ 

Ewr vs. riever* 
©usband's 
response) 

Age, diagnostic center, no. of sex partners, age at first 
sex, HPV, chlamydia, no. of husband's sex partners 
(Spain) 

Age, diagnostic center, no. of sex partners, age at first 
sex, HPV, chlamydia, smoking (Colombia) 


Screening clinics 
(Colombia) [conirolsj 

0 8 (0.5-2.7) 

Zondervan” (25) Family planning clinics 

Invaave cervical cancer 

12(0-8-1.8) 

Ever vs. never* 

Husband's social class, smoking, age at first birth, ever 
use of oral contraceptives, ever use of diaphragm 

Kjaer (33) 

Monogamous women (1 
or 2 lifetime partners) 
Cancer registry (cases) 
Gen^ population 
(coritrol^ 

a2 ©.1-0.6) 

Ever vs. never 
(husband's 
response) 

Age. ev^ genital warts (significant - husband’s 
characteristics) 

Male partner's no. of partners, visits to prostitutes, age at 
first sex. circumcision status, number of genital washes 
per month (not agnificant) 

Thomas (15) 

Monogamous women 
whose husbands ever 
visited prostitutes 
Hospit^ (cases & 
controls) 

05(0.2-1.0) 

Atwaysffrequently 
vs. rarely/never 
(husband w/ 
^stitutes) 

Woman's age. center, ho^>and's no. of partners, 
husband’s no. of STD episodes 

Slattery (32) 

Cancer registry (cases) 
ROD (controls) 

0.7 ©.6-1.2) 

s6 mo vs. <6 
mo* 

Age. years of education, church attendance. cig£^efte 
smoking, no. of sex partners of woman 

Husband's social class, sm^ing, age at first birth, ever 
use of ora! contraceptives, ever use of diaphragm 

ZcBidervan'' (25) 

Family planning clinics 

0.8 ©.3^.0) 

Ever vs. never’' 

Hildesheim (34) 

Hospitals (cases) 

ROD (controls) 

1.0 ©.6-1.5) 

sS y vs. never* 

Age, education, income, interval since last Pap, lifetime 
no. of partners, socioeconomic status 


'First author {reference number). 

’'Outcome is defined as “HPV-suggestive infection’ {n = 113), including (1) typical peniscopicai pattern of exophytic warts and/or typical flat 
lesions (44%). (2) aceto-white lesions without genital warts (48.6%). or (3) HPV positivity by PCR oniy (7.4%). 

*OR calculated from data presented in article. 

^Relative risk. All other risk estimates presented are ORs. 

“Single study with three different outcomes; invasive epical cancer (n = 33), carcinoma in situ (n = 121), and dysplasia (n = 159), by ICD-8 
definitions. Ten controls per case from cohort of 1 7,032 (wom^ with no cwvicai abnormalities), with the exception of 1 case of invasive cervical 
cancer for which only 1 control was available. 

^Condom use specified as a contraceptive me^od. 

*'Sngte study with two different outcomes. Compared women with no lesions and no HPV DNA (n « 289) with women with CiN I (n «• 181) 
and women wiWi CIN It/lli (n = 261), All diagnoses biopsy-confirmed. 

’’’'Biopsy-confirmed SIL All women included as cases "had a clinically manifest HPV lesion, i.e., flat, inverted, or papillomatous condyloma, 
with or without oonewnitant cervical intraepithelial rieopla^a." 

**Biop8y-confinned CIN. 

**“High-grade dysplasia” defined as "moderate dysplasia/severe dy^laaa/carcinoma in situ of the cervix," diagnosed on colposcopic 
examination ^ic^sy-confirmed). No detail given on number of subjects with moderate dysplasia, severe dysplasia, or carcinoma in situ. 


(OR, 0.3j 95% Cl, 0.2-0.5).'’ Investigators tested potential 
confounding factors, but none influenced the association. 
Among both men and women attending an STD clinic, 
reported condom use (always versus never) reduced the 
likelihood of genital warts by approximately 60% (ORa^j, 
0.4). Although 95% CIs were not presented for these esti- 
mates, the crude ORs with 95% CIs were similar to the 
adjusted estimates (men: crude OR of 0.3 and 95% Cl of 
0.2-0, 4; women; crude OR of 0.6 and 95% Cl of 
0.4-0.9).’3 

Cervical HPV DNA 

All six studies measuring HPV DNA detection as the 
outcome were conducted among women, and only one 
showed a statistically significant protective effect for con- 
dom use. Among Danish sex workers who reported always 


using condoms with their commercial partners, those who 
also always used them with their private partners during the 
past 4 months were 80% less likely to have HPV DNA 
detected than those who never did (ORa^j, 0.2; 95% Cl, 
0.l-0.6).23 

Hie odds ratios for the four other cross-sectional studies 
assessing condom use and HPV DNA detection ranged from 
0.8 to 1.6, with the exception of the study reported by Kjaer 
et al. Among a random sample of women from the general 
population of Denmark, those who reported current use of 
condoms were almost four times more likely to have a 
nononcogenic HPV type detected than women who reported 
never using condoms (OR-j^j, 3.8; 95% Cl, 1.2-1 1.6).22 A 
similar effect, but of lower magnitude, was reported for 
oncogenic HPV types (OR„dj. ^-6; 95% Cl, 0.8-3.3). Of the 
four remaining studies, only one showed a statistically sig- 
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EXTERbiAL GENITAL WARTS 



odds ratio or relative risk (log scale) 


Fig. 1 . Effect of condom use on prevention of external genital warts; drteclion of HPV DNA in cervical samples; cervical SIL, cervical warts, 
• CIN {grade I or unspecified): and CIN It/lil and invasive cervica! cancer. Asterisk indicates studies reporNng relative risk estimates. 
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nificant elevated risk for HPV DNA detection among 
women who reported condom use. Young et found that 
women who reported using condoms “most of the time” or 
“always” were 50% more likely to have HPV DNA detected 
than those who reported never using condoms (OR^j, 1.5; 
95% Cl, 1. 1-2.0). Among female adolescents, JamiMn ct 
aP’ found a slight, nonsignificant increase in risk of HPV 
DNA detection for women who used condoms >75% of the 
time in comparison with those who used them <25% of the 
time (OR. 1 .2; 95% Cl, 0.7-2. 1 ). However, Davidson et al^o 
reported virtually no effect among native Alaskan women 
(RR^dji 0.9; 95% Cl 0.5-1. 5). 

In the sole cohort study, Ho et a)'* found that, compared 
with women who reported never using condoms, those who 
reported always using them were slightly less likely to 
become HPV DNA-positivc, but the effect was nert statis- 
tically significant (RR^dj, 0.8; 95% Cl, 0.4-1.4). 

Cervical Warts and SIL or CIN (Grade / or Unspecified) 

Four studies examined the effect of condom use among 
women in whom cervical SIL, cervical warts, CIN I, or CIN 
of an unspecified grade had been delected. In two of these 
studies there was no effect of condom use on CIN I (grade 
1 or unspecified) after adjustment for confounding fac- 
tors.2*-2^ Zondervan et aP* enrolled women attending family 
planning clinics and found no relationship between ever 
having used condoms (as a contraceptive method) and dys- 
plasia (OR^dj, 1 .0; 95% Cl, 0.7-1 .4). Similarly, Adam ct aP’ 
studied women referred to colposcopy clinics with abnor- 
mal Pap smears and found no association between ever 
using condoms and CIN I (ORodji l-U 95% Cl, 0.7-1. 8). 

In contrast, two Finnish studies reported increased risk of 
cervical SIL with condom use as a contraceptive method. 
Syijanen et al'* found a slight, nonsignificant increase in 
risk for women attending an outpatient OB/GYN unit who 
reported using condoms compared with those who did not 
(OR, 1.4; 95% Cl, 0.7-2.9). Kataja et aP^ showed an 80% 
increased risk of SIL among women who reported using 
condoms (OR, 1.8; 95% Cl, 1.4-2.4), but the final estimate 
was not adjusted for potential confounding factors, and 
cases were significantly younger than controls. 

CIN a or III 

Six studies assessed the relationship between condom use 
and CIN II or III. All of these studies adjusted for confound- 
ing factors, but no two studies adjusted for the same factors. 
Zondervan ct al,^* Munoz ct al,^® Becker et al,^’ Wang et 
al,^‘ and Adam et aP’ compared women with either CIN H 
or III with women who had normal cervical cytology. Two 
of these investigative teams found a significant protective 
effect, yet three others reported no significant effect of 
condom use. Wang ct aP’ interviewed women and their 


731 

husbands and determined that women attending cervical 
can^r screening sites who reported any use of condoms 
were 7(W4 less likely to have CIN 11 or III than women who 
reported no use of condoms (ORa^j, 0.3; 95% Cl, 0. 1-0.8). 
Adam et al^’ estimated that among women refeired to 
colposcopy clinics for abnormal Pap smears, those who 
reported ever having used condoms were 40% less likely to 
have CIN II or III than those who had never used condoms 
(ORajj, 0.6; 95% Cl, 0.4-0.9). 

Becker et aP’ surveyed women attending university- 
based women’s and matemal/infant care clinics and found 
that, compared with women who had never used condoms, 
diosc who reported ever using condoms were slightly less 
likely to have high-grade lesions (ORajj, 0.8; 95% Cl, 
0.5- 1.3). Munoz et aP® conducted parallel studies in Spain 
and Colombia and interviewed women with and without 
CIN II or HI and their husbands. In Spain a slight protective 
effect for condom use (ever versus never) was observed, 
although this was not statistically significant (OR^^jj, 0.8; 
95% Cl, 0.6-1 .7). In Colombia, no relationship between 
condom use and CIN 11 or III was found (ORa^j, 1.0; 95% 
Cl, 0.5-2.7). A slightly elevated, nonsignificant risk of CIN 
I! or HI among women who had ever used condoms com- 
pared with those who had never used them (ORadj. L2; 95% 
Cl, 0.8-1. 8) was reported by Zondervan ct al.^^ 

In contrast to the above studies, which compared women 
with CIN II or III with women with no cervical pathology, 
Ho el al^ enrolled only women with histologically con- 
firmed CIN and compared those with CIN 11 or III with 
those with CIN I. Compared with women who reported 
never using condoms, those who reported using condoms 
most or all of the time were approximately 30% less likely 
to have CIN II (ORadj, 0.7; 95% Cl, 0.3-L8) and nearly 
70% less likely to have CIN III {ORajj, 0.3; 95% Cl, 
0.1-0.8). However, the comparison for women with CIN II 
was not statistically significant. 

Invasive Cervical Cancer 

A further five studies evaluated condom use as a risk 
factor for ICC. Four of the five studies showed a range of 
protective effects for condom use, while the fifth showed no 
effect. None of the studies showed any increased risk. 

Two studies revealed a significant protective effect for 
condom use. Kjaer et al“ selected women with cervical 
cancer from the Danish Cancer Registry and compared them 
with women from the general population. The analysis was 
restricted to “monogamous women" (women with one or 
two lifetime sex partners), and data on condom use were 
collected from the husband. Women whose husbands had 
ever used condoms were 80% less likely to have cervical 
cancer than those whose husbands had never used condoms 
(ORpdj, 0.2; 95% Cl, 0.1-0.6). Thomas et aP^ also gathered 
data on the husband’s use of condoms and found a signif- 
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icantly reduced risk for cervical cancer. Monogamous Thai 
women whose husbands always or frequently used condoms 
in their visits to prostitutes were 50% less likely to have 
cervical cancer than women whose husbands rarely or never 
used condoms with prostitutes 0-5; 95% Cl, 

0 . 2 - 1 . 0 ). 

Slattery et aP^ studied women from the Utah Cancer 
registry and compared them with women selected by ran- 
dom-digit dialing who had not been diagnosed with cancer, 
Women who reported using condoms for 6 or more months 
were 30% less likely to have cervical cancer than women 
who had used them for less than 6 months (ORa^jj ^-7; 95% 
Cl, 0.5- i. 2). Among women attending family planning 
clinics, Zondervan et found that ever using condoms 
was associated with a slight decreased risk (20%) of cervi- 
cal cancer (ORj,dj, 0.8; 95% Cl, 0.3~2.0). Hildesheim et al,” 
however, found no effect on risk of cervical cancer when 
comparing women who had used condoms as a contracep- 
tive method for at least 5 years with those who had never 
used them (OR^,ij, 1.0; 95% Cl, 0.6-1. 5). 


Discussion 

Condoms arc known to be effective in preventing HIV 
among both men and women,*-^* but data on their pro- 
tective effect against other STDs are less consistent." The 
studies included here represent the best available data de- 
scribing the relationship between condoms and HPV-relatcd 
conditions. Although the absence of nonpublished studies 
raises the question of publication bias, exclusive reference 
to the peer-reviewed literature ensures the highest quality of 
data. Nevertheless, it was difficult to compare results from 
these studies because of the variety of different measures of 
condom use and the numerous different outcomes. All of the 
studies we evaluated had at least one of two problems; 
(1) they were not designed to evaluate condom use and 
therefore did not include precise measures of consistent or 
correct usage and/or (2) the temporal sequence was not 
established. 

Generally, condom use was asked about in the context of 
contraception and only of female subjects (rather than of 
their male partners, who are the actual users). Previous 
studies have shown that important modifiers of condom 
efficacy include measures of user experience such as fre- 
quency and consistency of use and correct coverage. Indi- 
viduals who often use condoms report fewer problems with 
breakage or slippage than infrequent users, 3*-” yet even 
experienced users report episodes where problems (putting 
it on inside out, application after penetrative intercourse has 
begun, breakage, and slippage) resulted in potential trans- 
mission risk.’*®-'" 

Other investigators have determined that the level of 
reported condom use varies, depending on the type of sur- 
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vey questions used. “Always use” versus “never use” is a 
ixipular epidemiologic measure, because the exclusive cat- 
egories clearly define opportunity for exposure to HPV. 
However, a comparative study determined that “always 
use” rarely covered use for more than a year,**^ which is 
inadequate for infections such as HPV that can be present 
for longer intervals before progressing to CIN 11 or III or 
ICC. The type of sex partner also determines the frequency 
of condom use, with condoms being more often used with 
new and casual partners than with regular partners."*^ How- 
ever, questions regarding partner type were rarely posed in 
these studies: only one study included questions about con- 
dom use with prostitutes, and another asked commercial sex 
workers about use with clients and regular partners. 

Temporal sequence is an important criterion in making 
causal inference, yet only one study" was designed to look 
at new acquisition of HPV, For ail other studies, it was 
impossible to determine whether condoms were used before 
or after acquisition of HPV. Without determining that indi- 
viduals began using condoms while they were still infec- 
tion-free, it is impossible to accurately assess the role that 
condoms play in preventing new infections. However, it is 
possible (but unloiown) that condom use with the same 
partner after acquisition of a new HPV infection might 
reduce the total amount of virus transmitted and the number 
of genital sites infected. 

Despite design problems inherent in the studies available 
for review, some observations may be made, Although only 
two studies were conducted among men. both suggested 
good protection against development of external genital 
warts. The sole study of external genital warts among 
women also showed protection; however, the level of pro- 
tection was somewhat lower among these women than 
among men included in the same study. The limited data on 
heterosexual men suggest that, compared with young men 
who do not always use condoms with vaginal intercourse, 
those who do may be less likely to develop external genital 
warts. The evidence among women for protection from 
external genital warts and other HPV-related conditions is 
less clear because it is based on only one study. 

There was no consistent evidence of a protective effect of 
condom use on HPV DNA detection, and in some studies, 
condom use was associated with a slightly increased risk for 
these lesions. Only among Danish commercial sex workers 
was there a strong, statistically significant reduction in risk 
with report of condom use with private partners. The fact 
that these sex workers also reported always using condoms 
with their clients suggests that they were experienced users, 
and as has been reported following other studies of sex 
workers,*^ they may have been able to ensure their partners 
used condoms correctly and consistently. 

The studies grouped together under the heading “cervical 
warts and SIL or CIN (grade I or unspecified)” represent a 
mixture of conditions that are often indicative of transient 
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infections. Therefore, this group may be compc^d of 
women who have a more recently acquired HPV infection. 
In the study by Kjaer et al, condom use was associated with 
a substantially increased risk of detecting nononcogenic 
HPV types. Common nononcogenic types are HPV 6 and 
11, which are the same types associated with external gen- 
ital warts. Kjaer et al also measured condom use as current 
versus never use. It may be that women opted to use 
condoms after noticing genital warts on their male partner. 
Because the virus was probably present before the warts 
appeared, condom use then may have begun after transmis- 
sion had already occurred, thus giving the impression that 
condom use increased risk for the nononcogenic HPV types 
associated with genital warts. Alternatively, condoms may 
do little to protect against initial infection with HPV and 
subsequent transient conditions, a supposition that may be 
supported by the slightly increased risk seen for HPV DNA 
detection. 

The individual odds ratios, and thus evidence of a pro- 
tective role for condoms, varied for studies of CIN II or III. 
Two studies demonstrated a protective effect of 70% for 
condom use, four showed only slight protection (20-40%), 
and two showed eitlrer no effect or a slightly increased risk. 
Ho et showed a strong protective effect of condoms for 
CIN III (compared with CIN I). The effect was attenuated 
for CIN II, perhaps indicating the indistinct nature of CIN II 
as an intermediate category of cervical intraepithelial neo- 
plasia. Whereas CIN III is a cervical cancer precursor lesion 
with a high probability of progression to invasion, CIN I 
appears to be the acute manifestation of cervical HPV 
infection and has a high likelihood of spontaneous 
resolution.^* 

Among the available data on condom use and prevention 
of cervical cancer is a hint that a subset of women was at 
least partially protected. Notably, the two studies that dem- 
onstrated a statistically significant protective effect of con- 
doms against ICC were conducted among monogamous 
women and collected condom use data from the male sex 
partners of these women. This rigorous study design ac- 
counts for the sexual behavior of both partners and comes 
closer to approximating a true measure of condom use. 
Although the three other studies of ICC did not demonstrate 
statistically significant protective effects of condom use, 
they used less rigorous condom use definitions, and all but 
one demonstrated a small reduction in risk associated with 
condom use. 

Some level of protection from HPV-related conditions 
was observed among 17 of the 27 populations studied; 
however, in most studies, protection was not substantial. It 
is unlikely that condoms offer the same level of protection 
against genital HPV infection as they do for HIV. These 
data suggest that condoms may prevent progression to le- 
sions (warts, high-grade intraepithelial neoplasia), but per- 
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haps not actual infection by HPV. Wc hypothesize this may 
be due to a reduction in the amount of virus transmitted with 
condom use, which could decrease the probability of devel- 
oping a clinical lesion. 

The data also indicate that condoms may provide more 
protection for a susceptible man than for a susceptible 
woman. All studies that were conducted among men or 
incoiporated data collected from men on condom use 
showed significant and substantial protective effects. Thus, 
it may be that susceptible men who use condoms are more 
likely to be protected from infectious women than the 
reverse. We hypothesize that, in the process of putting on a 
condom, an infected man may touch the shaft of the penis, 
transferring virus onto his fingertips and subsequently de- 
positing it onto the exterior of the condom as he rolls it 
down the penis. He would then infect his susceptible female 
partner during intercourse through the same vehicle de- 
signed to protect her. Sonnex et showed that HPV DNA 
could be detected in fingertip samples from 64% of men 
with external genital warts. A susceptible man using con- 
doms correctly and consistently might be better protected 
from an infectious woman because she would be less likely 
to contaminate the condom. 

Complete protection from genital HPV infection may be 
impossible because infections may occur at epithelial sites 
not covered by the condom. Also, when condoms are used 
primarily for contraceptive purposes, the condom may not 
be put on until after external genital contact has occurred. 
The least protective estimates for cervical SIL, warts, CIN I, 
and ICC were from studies that evaluated condom use as a 
contraceptive method only.*''-^*-^**''” 

Due to the inclusion of inadequate measures of condom 
use and the lack of information on temporal sequence, it is 
not possible to use available data to draw definitive conclu- 
sions on the efficacy of condoms in the prevention of 
HPV-rclated conditions. With the potential for HPV vac- 
cines on the horizon,*’ -^’ one may a.sk whether there is a 
need to collect more conclusive data. Based on what we 
currently know, the answer is yes. Even if an HPV vaccine 
becomes available within the next 10 years, the benefits of 
such a vaccine would not accrue for at least another 10 to 20 
years. In addition, as HPV DNA testing becomes more 
widely used in the management of women with Pap smears 
showing borderline abnormalities, an increasing percentage 
of women will be told they have an HPV infection. Both 
men and women need accurate information on how they can 
protect themselves and their partners from transmitting or 
acquiring genital HPV infection. 

As suggested in a report from the American College of 
Obstetricians and Gynecologists,* there is a need for studies 
expressly designed and powered to detemiine the degree to 
which condoms prevent acquisition of HPV infection or de- 
velopment of HPV-related sequelae. These studies must incor- 
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porate accurate measures of condom use (including correct and 
consistent use), and they must be designed to show a tempOTai 
sequence. Unfortunately, the ethical concern associ^ed with 
randomizing individuals to not using condoms p^schid^ fte 
use of the most rigorous study design: a randomized controlled 
trial. Given the naturo of sexually transmitted diseases, more 
partner studies similar to those conducted by Kjaer ct al“ ai«i 
Thomas et al‘^ are necessary to accurately measure condtmi 
use and sexual behavior among both members of the sexual 
partnership. 
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The seroprevalence of herpes simplex virus type 2 (HSV-2) infection was studied among 
412S patients from sexually transmitted disease (STD) clinics who were enrolled in a ran- 
domized controlled trial of human immunodeficiency virus and STD counseiingefficacy. HSV- 
2 seroprevalence was 40.8% and was higher in women than in men (52.0% vs. 32.4%; P< 
.0001) and higher In blacks than in nonblacks (48.1% vs. 29.6%; P< .0001). Among 14-19- 
year-old patients, 36.8% of black women and 25.8% of nonblack women were infected with 
HSV-2. Independent predictors of HSV-2 seropositivity inciuded female sex, black race, older 
age, less education, more lifetime sex partners, prior diagnosis of syphilis or gonorrhea, and 
lack of HSV-1 antibody. The majority of HSV-2-seropositive persons (84.7%) had never re- 
ceived a diagnosis of genital herpes. HSV-2 infection is common in STD clinic attendees in 
the United States, even among young age groups, especially among women. Efforts to prevent 
genital herpes should begin at an early age. The high rate of undiagnosed HSV-2 infection 
likely contributes to ongoing transmission. 


Herpes simplex virus type 2 (HSV-2) is the main cause of 
genital herpes and a leading cause of genital ulcer disease 
throughout the world (1, 2]. Although HSV-2 may cause painful 
genital blisters and ulcerations, most HSV.2 infections are un- 
recognized or asymptomatic [3-5] yet can still be transmitted 
to a sex partner [4]. Furthermore, there is mounting evidence 
that HSV-2 facilitates the transmission of human immunode- 
ficiency virus (HIV) infection [6. 7], In the United States, large 
national surveys such as the National Health and Nutrition 
Examination Surveys (NHANES) U and II! have shown that 
the prevalence of HSV-2 antibody in the general US population 
has increased since 1978, with 22% of US adults being infected 
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by the early 1990s [8]. However, in high-risk settings such as 
sexually transmitted disease (STD) clinics, where patients are 
more likely than the genera! population to be at risk of both 
HSV-2 and HIV infection, HSV-2 prevalence data are less com- 
plete. Most large HSV-2 seroprevalence studies in STD clinics 
have been performed outside the United Stales [9-1 1) or pri- 
marily among US women [5, 12J. Project RESPECT was a large 
randomized controlled trial in 5 urban STD clinics, which dem- 
onstrated that HIV and STD risk-reduction counseling can 
result in behavioral change and the prevention of new bacterial 
STDs [Llj. The purpose of the present study was to use en- 
rollment data from Project RESPECT to determine the sero- 
prevatence and correlates of HSV-2 infection in a geographi- 
cally dispersed population of US STD clinic patients. 

Methods 

Study design and procedures. We performed a cross-sectional 
seroprevalence analysis, using questionnaire data and serum sam- 
ples obtained during the Project RESPECT enrollment visit. The 
complete methodology for Project RESPECT has been described 
in detail elsewhere (13). In brief, the trial was conducted from July 
1993 through September 1996, at public, inner-city STD clinics in 
Baltimore, Denver, Long Beach. Newark, and San Francisco. Ail 
English-speaking patients aged »i4 years who came for STD ex- 
aminations during the study period and had had vaginal intercourse 
in the preceding 3 months were asked to participate in the study. 
Men who identified themselves as homosexual or who had had a 
male sex partner during the preceding 12 months were excluded 
from the study, as were those patients found to be HIV positive at 
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enroHment. Participants were then randomized to 4 arms with var- 
ying intensities of safer-sex counseling. Participants in aims 1-3 
were scheduled for quarterly follow-up visits over the next !2 
months; arm 4 participants had no routine follow-up sdieduled. 
Unlike participants in the first 3 arms, arm 4 participants did not 
consistently undergo serum testing for HSV-2 at barline enroll- 
ment and thus were excluded from this seroprevalence analysis. 

At the enrollment visit, participants were interviewed to obtain 
information on sociodemographic characteristics, sexual history 
and behavior, and STD history, including the question “Have you 
ever been told by a doctor or nurse that you had genital herpes?” 
No data were available on previous symptoms suggestive of genital 
HSV (e.g., undiagnosed genital blisters or ulcerations) or contact 
with a sex partner known to have genital herpes. Genital exami- 
nations and laboratory testing for STDs were perfonned for all 
patients and included serologic testing for HSV-I and HSV-2. 

Laboratory methods. Stored serum samples were tested for 
antibodies to HSV-1 and HSV-2by a type-specific slripimmunoblot 
assay (Chiron) based on recombinant antigen bands for glycofwo- 
teins gBl, gD2, gGl, and gG2 [14]. The sensitivity of the strip 
immunohlot assay has been found to be >98% for HSV-2 and 95% 
for HSV-], with a specificity of >99% for both, compared with 
Western blot analysis [15]. All tests were performed in the same 
laboratory, with the manufacturer’s automated processor. For pa- 
tients with symptoms or signs of genital herpes, a diagnosis of 
primary or recurrent infection was made in each STD clinic, on 
the b^is of the examiner’s clinical impression of the patient's his- 
tory and physical condition, without the standardized use of con- 
firmatory HSV culture or other virologic testing. Infection with 
Neisseria gonorrhoeas was defined as a positive culture or, for men, 
as gram-negative intracellular diplococci on a Gram stain of a 
urethral swab, infection with Chlamydia irac/iomaiis was defined 
as a positive result of polymerase chain-reaction assay on endo- 
cervical swabs (women) and urine samples (men). Syphilis was 
diagnosed by positive treponemal and nontrcponemal antibody 
tests. Infection with Tyichomonas vaginalu in women was defined 
by a positive culture result or by trichomonads seen on a wet mount 
from a vaginal swab, 

Statistical analysis. Point prevalences. 95% confidence inter- 
vals (CIs), and odds ratios (ORs) were calculated by $AS software, 
version 6. 1 2 (SAS Institute). Univariate and bivariate analyses were 
performed to examine the association between HSV-2seroposilivity 
and demographic, sexual behavior, and current and past STD var- 
iables by the test (P < .05). Multiple logistic regression was used 
to determine independent predictors of HSV-2 scropositivjty, by a 
manual backward-elimination process. All demographic, sexual- 
behavior. and STD variables with crude associations at F < .20 were 
first entered into a model. A manual stepwise process then removed 
nonsignificant variables that were not significant confounders. ac- 
cording to the likelihood ratio lest using the x’ distribution for 
significance (>95“/)). Independent predictors in the final model were 
retained variables with a significance level of F < .05. Separate mod- 
els for men and women were used to assess variables obtained for 
only 1 sex. An additional multiple logistic regression model was 
created in the same fashion among only HSV-2 -seropositive per- 
sons to determine independent predictors of remaining undiag- 
nosed with genital herpes despite having HSV-2 antibodies. 


Results 

From July 1993 through June 1995, 13,471 eligible patients 
were asked to participate in Project RESPECT, and 5833 (43%) 
agreed to enroll. Study participants and those who refused were 
similar in age, racial or ethnic background, and education level, 
although, compared with those who refused, participants were 
more likely to be women (OR, 1.49; 95% Ci. 1,44-1.55), to 
have had an STD at enrollment (OR, l.!9; 95% Cl, 1.14-1.24), 
and to have been previously tested for HIV (OR, !,!3; 95% 
Cl, 1.(®-1.I8). After exclusion of patients with a positive base- 
line HIV test result (n = 75) and of arm 4 participants who 
did not routinely receive HSV testing (n = 1430), 4328 baseline 
enrollecs remained for this seroprevalence analysis, HSV-2 lest 
results were available for 4128 (95.4%) of these participants. 
Results were unavailable for 2(X) participants because of in- 
sufficient quantities of serum for HSV testing and the ioss of 
serum samples during transportation, storage, or processing. 

Of4l28 total participants, 2348 (56.9%) were male and 1780 
(43.1%) were female. The study population was 60.7% black, 
20.6% white, 1 1 .3% Hispanic, and 7,4% other racial or ethnic 
group. The median age was 25 years (range. 14-76 years). Study 
participants were predominantly low income, and fewer than 
one-third of respondents had an education beyond high school. 
All of the study participants had had at least 1 sex partner; the 
median number of lifetime sex partners was 10 for women and 
20 for men. The median age at first sexual intercourse was 15 
years. Almost two-thirds (62.7%) of subjects reported prior 
treatment for at least 1 STD, with gonorrhea being the most 
commonly reported past STD, 

Overall, 1686 (40.8%) of the 4128 participants were positive 
for HSV-2 antibody (table 1). HSV-2 seroprevalence was higher 
among women (52.0%) than among men (32.4%: F<.0001). 
HSV-2 seroprevalence among blacks was 48.1%, significantly 
higher than that among whites (30.1%; F< .0001). HSV-2 sero- 
prevalence in Hispanics and other racial or ethnic groups did 
not differ significantly from that in whites. Black females had 
the highest overall seroprevalence, 62.8% (95% CI, 59.7-65.9), 
whereas black males had a seroprevalence of 39.0% (95% CI. 
36.5-41.4), with very little variation by study site, for either 
black women (59%-68%) or black men (37'>'o-42%). Similar to 
the frequency seen in black males, 40.8% (95% CI, 36.0-41.0) 
of white females were HSV-2 seropositive, whereas white males 
had the lowest overall seroprevalence, at 19.7% (95% CI, 
15.9-23.6). HSV-2 seroprevalence increased with older age and 
with less education. Seroprevalence was lowest in San Francisco 
(33.2%) and highest in Baltimore (50.1%), with differences 
largely attributable to the proportion of black participants at 
each study site. 

Figure I shows HSV-2 seroprevalence, by age, for black and 
nonblack males and females. Whites, Hispanics, and other races 
or ethnicities were grouped as nonbiacks. because they were 
not significantly different from each other. HSV-2 seropreva- 
lence increased with age, for all sex and racial groups (x^ for 
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Table !. Herpes simplex virus type 2 (HSV-2) seroprevalence, by selected participant characteristics. 


Variable 

No.* 

HSV-2 prevalence, % (95% Cl) 

Unadjusted OR (95% Cl) 

Total 

4128 

40.8 (39.3-42.3) 


Sex 

Male 

2348 

32.4 (30.5-34,4) 

1.0 

Female 

1780 

52.0 (49.7-54.4) 

2.3 {2.0-2.6) 

Racial or ethnic group 

White 

850 

30.1 (27.0-33.3) 

1.0 

Black 

2506 

48.1 (46.1-50.1) 

2.1 {l,8-2.5) 

Hispanic 

467 

26.8 (22.6-30.9) 

0.8 {0,7-1.]) 

Other 

305 

32.5 (27.0-37.9) 

1.1 (0.8-1. 5) 

Age (years) 

14-19 

724 

23.6 (20.5-26.8) 

1.0 

20-24 

1198 

34.3 (31.6-37.0) 

I,7(1.4-2.1) 

25-29 

802 

42.5 {39.CM6.0) 

2,4 (1.9-3.0) 

30-39 

977 

49.9 (46.7-53.0) 

3.2 (2.64.0) 

3=40 

427 

64.6 (60.0-69.3) 

5.9 (4.5-7.7) 

Education 

Some college 

1212 

35.4 (32.7-38.1) 

1.0 

High school graduate 

1503 

45.6(43.1-48.2) 

1.5 (1.3-1.8) 

Less than high school 

804 

49.8 (46.2-53.3) 

1.8 (1. 5-2.2) 

Still in school 

609 

28.1 (24.4-31.7) 

0.7 (0,6-0.9) 

Site 

San Francisco 

735 

33.2 (29.7-36.7) 

l.O 

Baltimore 

774 

50.1 (46.5-53.7) 

2,0 (1.6-2.5) 

Denver 

1015 

38.4 (35.4-41.5) 

1,3 (1,0-1, 5) 

Long Beach 

754 

38.5 (34.9-42.0) 

1,3 (I,0-l.6) 

Newark 

850 

44.0 (40.6-47 4) 

1,6 {1.3-1.9) 

Income during preceding year (S) 

<5000 

1733 

40.6 (38.3-43.0) 

TO 

5000-14.999 

1384 

41.0 (38.343.6) 

1.0 (0,9- 1.2) 

>15,000 

881 

39.8 (36.643.1) 

1.0 (0.8-1. 1) 

Age at first sex (years) 

«12 

756 

45.1 (41.548.7) 

1,5 (1, 2-1.8) 

13-14 

1138 

42.2 (39.345.1) 

1,3 (1,1-1, 6) 

15-16 

1238 

41.2 (38.444.0) 

1.3 (1, 1-1,5) 

>17 

996 

35.6 (32.6-38.7) 

1.0 

Sex partners (lifetime number) 

<5 

784 

30.1 (26.8-33.4) 

1,0 

6-10 

884 

39.8 (36.543.1) 

1.5 (1,2-1, 9) 

11-20 

921 

39.1 (35.942.3) 

1.5 (1,2-1, 8) 

21-50 

894 

42.1 (38.845,4) 

1.7 (},4-2.1) 

>50 

645 

56.1 (S2.2-60.0) 

3.0 (2.4-3.7) 

Prior diagnosis of herpes 

No 

3884 

38,2 (36.7-39.7) 

1.0 

Yes 

234 

84.2 (79.3-89.1) 

8,6(6,0-12.7) 

Prior diagnosis of chlamydial infection 

No 

3239 

38.5 (36,840.2) 

1.0 

Yes 

868 

49.3 (45.9-52.7) 

1.6 (1.3-1.8) 

Prior diagnosis of gonorrhea 

No 

2653 

32.5 (30.7-34.3) 

1.0 

Yes 

1460 

55.9 (53-3-58.5) 

2.6 {2.3-3.0) 

Prior diagnosis of syphilis 

No 

3876 

38.9 (37.440.5) 

1.0 

Yes 

238 

71.0 (65.0-77.0) 

3.8 (2.9-5.2) 

Prior diagnosis of trichomoniasis (women) 

No 

1314 

44.0 (41.346.7) 

1.0 

Yes 

450 

74.4 (70.3 -78.6) 

3.7 (2,94.8) 

HSV-l antibody 

Absent 

1210 

37.9 (35.240.7) 

1.0 

Present 

2918 

42.0 (40.243.9) 

1.2 (1.&-1.4) 

Circumcised (on examination) (men) 

Yes 

1645 

30.8 (28.5-33.0) 

1.0 

No 

698 

36.4 (32.740.0) 

1.3 (1. 1-1.6) 


NOTE. Cl, confidence interval; OR, odds ratio. 

* In some cases, data were not available for all participants. 
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Figure 1. Herpes simplex virus type 2 (HSV-2) scroprcvalence according to age, race, and sex. HSV.2 seroprevalence increased with age (x’ 
for trend, P< ,0001 for all race and sex groups). For each age group, women had higher seroprevaiences than did men, and blacks had higher 
rales than nonbiacks (F< .05 for all comparisons). 


trend, /’<.0(X)! for ail groups). For each age group, women 
had higher seroprevalence rales than did men, and blacks had 
higher rates than did nonblacks (P < .05 for each comparison). 
Within each racial group, women often had higher rates of 
HSV-2 infection than did substantially older men. For example, 
nonblack women aged 14-19 years had a higher HSV-2 sero- 
prevalence than did nonblack men aged 25^29 years, and black 
women aged 20-24 years had a higher rate than did black men 
aged 30-39 years. Even in the youngest age group (14-19 years 
old), 25,8% of nonblack women and 36.8% of black women 
were already infected with HSV-2, It was difficult to determine 
the age at which HSV-2 seroprevalence first started to increase, 
because the small number of study participants <17 years old 
made estimates of seroprevalence during these early adolescent 
years unreliable. However, among 9 1 females who were 1 7 years 
old. the HSV-2 seroprevalence was already 33.0% (95% Cl. 
22.8 -43.2). In the oldest age group (>40 years old). -50% of 
nonblack males, 65% of black males, 60% of nonblack females, 
and almost 90% of black females had HSV-2 infection. 

Sexual-behavior history and past STD history also were as- 
sociated with HSV-2 seroprevalence (table 1). On univariate 
analysis, an earlier age at first sexual intercourse was associated 
with higher seroprevalence rates. The presence of HSV-2 an- 
tibody also increased with increasing numbers of lifetime sex 
partners (x* for trend, P< .0001). There were 234 persons who 
had been given a clinical diagnosis of herpes in the past, of 
whom 197 (84.2%) had HSV-2 antibodies. Of the 37 persons 
with a prior herpes diagnosis who lacked HSV-2 antibodies. 29 
had HSV-1 antibodies and 8 did not. A prior diagnosis of 
gonorrhea, chlamydial infection, syphilis, and trichomoniasis 
(for women) were ali associated with HSV-2 infection. Among 
these past STDs, HSV-2 seroprevalence was highest in partic- 
ipants with a prior diagnosis of syphilis (71.0%) and in women 
with prior trichomoniasis (74.4%). HSV-2 seroprevalence was 


slightly higher in those who were positive for HSV-1 antibody 
(42.0%) than in those who were not (37,9%). Likewise, men 
who were uncircumcised were slightly more likely to be HSV- 
2 infected than were those who were circumcised (36.4% vs. 
30.8%). 

Figure 2 dcmonstrate.s HSV-2 seroprevalence according to 
number of lifetime sex partners, race, and sex. HSV-2 sero- 
prevalence increased with increasing numbers of lifetime sex 
partners, for all sex and racial groupings (x* for trend. P< 
.0001 for ail groups). For each category of lifetime sex partners, 
women had higher prevalences than did men (F< .0001) and 
blacks had higher rates than did nonblacks (F<.05). Black 
women had the lowest median number of lifetime sex partners 
(8) but had the highest overall seroprevalence. Even among 
black women with only 1-5 lifetime sex partners, HSV-2 sero- 
prevalence was 45.7% (95% Cl, 40.1-51.1). Among nonblack 
women with only 1-5 lifetime sex partners. HSV-2 seroprev- 
alence Was 24.7% (95% Cl, 18.8-30,5). In fact, even with only 
1 or 2 lifetime partners, HSV-2 scroprcvalence was 33.9% (95% 
Cl, 21.3-46.5) among black women and 17.7% (95% Cl, 
7.4-28.1) among nonblack women. 

Independent predictors of HSV.2 seropositivily, by mulliple- 
logistic-regression analysis, are shown in table 2. After adjust- 
ment for other risk factors, women had >4 times the odds of 
HSV-2 infection that men had (OR. 4.6; 95% Cl. 3, 8-5.5). Black 
race was also independently associated with HSV-2, with an 
overall adjusted OR of 2.5 (95% Cl, 2.0-3. 2), compared with 
whiles. The odds of HSV-2 also increased with increasing age 
and numbers of lifetime sex partners. Other independent pre- 
dictors of HSV-2 scroposilivity included less education, a his- 
tory of gonorrhea, a history of syphilis, and fewer new sex 
partners in the past 3 months. It is noteworthy that, after we 
controlled for other risk factors, the relationship between HSV- 
1 antibody and HSV-2 changed, resulting in an inverse asso- 
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Nonbtsck Blad: males Nonblack Black females 
males females 

(rt = 805) (m = 1543) (fl«g17) (n = 963) 


Figure 2. Herpes simplex virus type 2 {HSV-2) seroprevaJence by lifetime sex partners, race, and sex. HSV-2 seroprevalence increased with 
increasing numbers of lifetime partners (x' for trend, P< .0001 for all race and sex groups). For each category of lifetime partners, women had 
higher seroprevalcnces than did men. and blacks had higher rates than atmblacks {P < .05 for each comparison). 


elation (OR, 0.8; 95% Cl, 0.7-0.9). Furthermore, in multivar- 
iate analysis, both age at first .sex and study site were no longer 
independently associated with HSV-2 infection. 

Several variables were available only for women or only for 
men. When these were considered in separate models forwomen 
and men, 4 additional factors predicted HSV-2 infection in 
women: a prior diagnosis of trichomoniasis (OR, 1 .6; 95% Cl, 

1.2- 2, 2), a current diagnosis of trichomoniasis (OR, 1.5; 95% 
Cl, 1. 1-2.2), a history of prostitution (OR, 1.9; 95% Cl, 

1. 2- 2.9), and having had a sex partner who had been in jail 
(OR. 1.3; 95% Cl, 1,0-1. 7). The only additional factor pre- 
dicting HSV-2 infection in men was a history of being in jail 
(OR. 1.3; 95% Cl, 1.0-1. 6). It is noteworthy that circumcision 
was not independently associated with HSV-2 infection, after 
adjustment for other factors. 

Of the 1686 participants with HSV-2 antibodies, only 197 
(1 1 .7%) had been previously given the diagnosis of genital her- 
pes. and an additional 60 (3.6%) were diagnosed clinically as 
having genital herpes during the enrollment visit. Thus. 84.7% 
of all HSV-2-infected persons remained undiagnosed at the end 
of the enrollment visit. By univariate analysis, race or ethnicity 
and HSV-l status were most strongly associated with having 
undiagnosed HSV-2 infection. Among those with HSV-2 in- 
fection, blacks were significantly more likely than whites to 
remain undiagnosed (88.8% vs. 74.3%; /’<.001). Likewise, 
among HSV-2-infected persons, those who were HSV-l sero- 
positive were more likely to remain undiagnosed than were 
those who were HSV-l seronegative (86.6% vs. 79.7%; P = 
.0005), Table 3 displays the results of a multivariate analysis 
of factors associated with remaining undiagnosed with genital 
herpes among HSV-2-mfected persons. Factors independently 
associated with being undiagnosed included black rare, female 
sex, older age, still being in school, attending the Newark clinic, 
a diagnosis of gonorrhea at enrollment, and being positive for 


HSV-l antibody. Thus, black race, female sex. and older age 
were independently associated not only with HSV-2 seroprev- 
aience but also with the likelihood of remaining undiagnosed 
with genital herpes once infected. 

!f both overall HSV-2 seroprevalence and the proportion of 
infections that remain undiagnosed are taken into account, the 
percentage of the entire study population with undiagnosed 
HSV-2 infection can be calculated. This percentage represents 
the potential yield of serologic screening to detect clinically 
undiagnosed HSV-2 infection that would not otherwise be 
found and is shown in table 4. for various race. sex. and age 
groups- For example, the yield of screening would be >20% in 
nonblack men 5=30 years old. black men and nonblack women 
>20 years old, and black women of any age. Among black 
men and nonblack women >40 years old, and among black 
women >20 years old, the yield of screening would be >50%. 

Discussion 

These data represent the largest evaluation, to date, of HSV- 
2 seroprevalence in men and women attending STD clinics. The 
overall seroprevalence of HSV-2 was 41% in this population, 
predictably higher than the 22% HSV-2 seroprevalence seen in 
the general US population in the most recent NHANES study 
{8). Approximately half of the women and half of the blacks 
in this .study were HSV-2-seropositive. HSV-2 seroprevalence 
among nonblacks was 20% in men and 39% in women, whereas 
that among blacks was 39®% in men and 63% in women. The.se 
findings are consistent with prior studies of women attending 
US STD climes (5, 12]: however, similar studies have not pre- 
viously been performed in heterosexual males. Overall HSV-2 
seroprevalence was higher than that previously seen among 
STD clinic attendees in Europe {9-11]. 

The disparity in HSV-2 infection by sex was striking; even 
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Table 2. Independent predictors of herpes simplex virus type 
2 (HSV-2) seropositivity, by multivariate analysis. 


Variable 

Adjusted OR (9yA Ci)* 

Sex 

Male 

1.0 

Female 

4.58 (3M-S.46) 

Racial or ethnic group 

While 

1.0 

Black 

2.51 aOO-3.16) 

Hispanic 

1.18 (0.88-1.58) 

Other 

1.22 (0.88-1.68) 

Age (years) 

14-19 

1.0 

20-24 

1.77 {IJ8-2Z6) 

25-29 

2.77 a 10-3.64) 

30-39 

3.22 (2,46-4.23) 

3=40 

6.46 (4.66-8.99) 

Education 

Some college 

1.0 

High school graduate 

1.40 (1.17-1.69) 

Less than high school 

1.76(1.40-2.20) 

Still in school 

1.10(0.84-1.44) 

Sex partners (lifetime number) 

«5 

1.0 

6-10 

1.86 (1.47-2.36) 

11-20 

2.06 (1-61-2.63) 

21-50 

2-43 (1.87-3.16) 

>50 

3-M (2-73-4.90) 

New sex partners during preceding 3 months 

0 

1.0 

1 

0.86 (0.73-1.02) 

s «2 

0.74 (0.«)-0.91) 

Prior diagnosis of gonorrhea 

No 

1.0 

Yes 

1.76 (1.50-2.06) 

Prior diagnosis of syphilis 

No 

l.O 

Yes 

1.96 (1.42-2.72) 

HSV-1 antibody 

Absent 

1.0 

Present 

0.71 (0.664).92) 


NOTE. Cl, confidence interval; OR. odds ratio. 

’ Adjusted for all other variables in table, in addition to study wte. prior 
diagnous of chlamydial infection. % ofeondoin use with vaginal sex during 
the past 3 months, and history of sani«*scx partner. 

after we adjusted for age, race or ethnicity, and number of 
lifetime sex partners, the odds of having HSV-2 infection were 
>4 times greater in women than in men. Likely contributing to 
this finding is the demonstrated higher efficiency of HSV-2 
transmission from men to women, compared with that from 
women to men {16]. The larger exposed mucosal surface area 
in women, which may be more easily traumatized, could ac- 
count for a large part of this difference in transmission (2]. 
However, lack of circumcision, an anatomic condition that in- 
creases mucosa! surface area in men and that has been shown 
to increase the risk of HIV acquisition [17], was not associated 
with HSV-2 infection in a multivariate model. It has also been 
postulated [8] that high rates of HSV-2 among women may be 
partially explained by the fact that women are more likely to 
choose partners who arc older than themselves [18] and who 
therefore have a greater risk of HSV-2 infection. However, wc 
found that HSV-2 seroprevalence was generally higher among 


younger women than among considerably older men, indicating 
that choice of older male partners is unlikely to be the primary 
explanation for high rates of HSV-2 infection in women. For 
women in this study, the prevalence of HSV-2 was notably high 
even among adolescents and those with few lifetime sex part- 
ners. Thus, HSV-2 prevention strategies must start at an early 
age in populations with high rates of STD. 

A second noteworthy finding was the higher seroprevalence 
of HSV-2 among black men and women than among other 
racial or ethnic groups, even when we controlled for other dem- 
ographic and sexual-behavior characteristics. For any given 
number of lifetime sex partners, the adjusted odds of having 
HSV-2 infection were 2.5 times higher in blacks than in whites. 
This observation supports the idea that, with respect to HSV- 
2, the pool of potential partners is different for blacks and 
whites and that sexual networks may play a critical role in 
determining an individual's STD risk [19. 20], Because the prev- 
alence of HSV-2 is higher in blacks, and because sex partner- 
ships tend to develop among members of the same race or 
ethnic group [18], blacks are likely to have a higher risk of 

Table 3. Independent predictors of remaining undi- 
agnosed with genital herpes among herpes simplex virus 
type 2 (HSV-2>-seropositive persons (n =* 1686). by mul- 
tivari- 


ate analysis. 


Vstriable 

Adjusted OR (95% Cl)“ 

Sex 

Male 

1.0 

Female 

l.SI (l.il-2.06) 

Racial or ethnic group 

White 

1.0 

Slack 

2.17(1.44-3.27) 

Hispanic 

0.74 (0.43-1.25) 

Other 

1.26 (0.70-2.27) 

Age (years) 

14-19 

1.0 

20-24 

1.50 (0,87-2.59) 

25-29 

1,53 (0,86-2.70) 

30-39 

1.60 (0,92 -2.76) 

»40 

2,86(1.53-5,36) 

Education 

Some college 

1.0 

High school graduate 

0.99 (0,70-1,40) 

Less than high school 

1,29 (0,83-2.00) 

Still in school 

1,83 (1,01-3,34) 

Site 

San Francisco 

1.0 

Baliimcxe 

1.09 (0.67-1.77) 

Denver 

1.42 (0,94-2,15) 

Long Beach 

1,19(0.75-1.89) 

Newark 

4,34 (2.33-8.10) 

Diagnosis of gonorrhea at enrollment 

No 

1.0 

Yes 

2.28 (1,36-3.84) 

HSV-l antibody 

Absent 

V.O 

ftesent 

1,58 (1.16-2.14) 


NOTE. Cl. confidence interval; OR. odds ratio. 

* Adjusted for all other variables in table in addition to prior 
diagnosis of chlamydial infeciion, ever having ora! sex. and history 
of same-sex partner. 



442 


J!D 2002;!86 (15 November) HSV-2 Seroprevalencc in STD CKnics 1387 


Tabic 4. Percentage of total study population with undi- 
agnosed herpes simplex virus type 2 (HSV-2) infecti<Hi. found 
only by serologic tests, according to age. race, and sex. 





Undiagnosed. % 



Race, sex 

14-19 

20-24 

25-29 

30-39 

j'ears 


Ovenlt 

Black 

Male 

13.8 

29.8 

38.3 

37.2 

56. 1 

34.2 

Female 

31.6 

55.2 

67.1 

68.4 

82.5 

56.4 

Nonblack 

Male 

4.7 

4.1 

12.7 

21.0 

41,3 

24.4 

Female 

17.4 

21.5 

28.1 

43.1 

54.6 

29.4 


NOTE. Data were calculated from percentage of HSV-2 sero- 
prevalenre and percentage of setoprevalenl infections remaining un- 
diagnosed and repre.sent the potential yield, in the setting of sexually 
transmitted-disease climes, of serologic screening to detect clinically 
undiagnosed HSV-2 infection- 
coming into contact with an infected partner with each new 
partnership, in addition, recent work has shown that blacks 
who have had only 1 partner in the past year arc much more 
likely to choose partners who have had 3=4 partners in the past 
year than are their white counterparts [19], If replicated mother 
studies, this “dissortalive" partner choice may be a major con- 
tributor to the high prevalence of HSV-2 in black STD clinic 
attendees. 

For both sexes, past sexual behavior and STD history were 
predictors of HSV-2 infection, especially the number of lifetime 
sex partners and a prior history of gonorrhea or syphilis, as 
were both prostitution and prior or current diagnosis of trich- 
omoniasis in women. Of note, after adjustment for other char- 
acteristics, such as age and total numbers of lifetime sex part- 
ners, we did not find an association between age at first 
intercourse and HSV-2 infection. This observation is consistent 
with that found in the general US population (8} and may have 
programmatic implications in that STD prevention efforts 
aimed at delaying first coitus may ultimately have a limited 
impact on prevention of HSV-2 infection. The association be- 
tween HSV-2 infection and past STDs, although likely reflective 
of unmeasured behavioral factors, raises the interesting ques- 
tion of a possible biologic interaction. For example, it is pos- 
sible that STDs such as syphilis, gonorrhea, and trichomoniasis 
could be cofactors for HSV-2 shedding or susceptibility, just as 
they are suspected to be for HIV (21, 22). Unfortunately, wc 
could not assess the very important potential interaction be- 
tween HIV and HSV-2, because HIV-positive persons were ex- 
cluded from Project RESPECT. The inverse association be- 
tween HSV-I and HSV-2 antibodies after adjustment for 
demographic and sexual behavior characteristics also suggests 
a potential biologic interaction between HSV-i and HSV-2 (I. 
2 ], In a cross-sectional study such as this one, the timing and 
rates of new HSV-l and HSV-2 infections are not known; how- 
ever. our data suggest that HSV-I may partially protect against 
HSV-2 infection. 

As also was true in other .studies [3-5, 8 -111, the vast majority 


of our patients with HSV-2 infection (84.7%) had never been 
given a diagnosis of genital herpes, either previously or at the 
lime of theif enrollment visit. A prior diagnosis of herpes was 
based on the question “Have you ever been told by a doctor 
or nurse that you had genital herpes?” There may have been 
participants who suspected that they had genital herpes but 
who had never received a definitive diagnosis from a clinician. 
Thus, our estimates may be influenced by either access to health 
care or health care-seeking behavior and may underestimate 
the number of participants who were aware of having genital 
herpes. Indeed, it is possible that geographic variation in health 
care utilization might partially explain the association between 
remaining undiagnosed and 1 of the 5 sites (Newark) involved 
in the study. Nonetheless, lack of a definitive diagnosis for those 
who are infected and who may not take precautions to prevent 
transmission could contribute to ongoing spread of HSV-2 
infection. 

Because of this issue. HSV-2 serologic screening of selected 
populations at risk for STD has been discussed as a potential 
prevention strategy (23, 24). Studies have shown that the ma- 
jority of patients with previously “asymptomatic” HSV-2 in- 
fection can be taught to subsequently recognize clinical out- 
breaks (3, 25}; thus, screening would increase the likelihood 
that many subdinically infected persons would come to rec- 
opiize lesions. Such knowledge would allow infected persons 
to avoid intercourse when herpetic lesions were present, to de- 
crease the chance of transmission (3). In fact, preliminary data 
indicate (hat knowledge of genital herpes is associated with 
delayed transmission of HSV to a sex partner (26). Avoiding 
sex when one is symptomatic might also lead to a reduction in 
HIV transmission efficiency [6, 7J, another potential benefit of 
an HSV-2 screening program. Furthermore, because a recent 
study of HSV-2-discordant couples has shown for the first lime 
that condoms can prevent transmission of genital herpes (27), 
knowledge of HSV-2 infection detected by serologic screening 
might also facilitate prevention of herpes transmission, by con- 
dom use, even without recognition of symptomatic lesions. Our 
data indicate that, at the very least, the yield of a screening 
program in identifying undiagnosed HSV-2 infection in STD 
clinics would be substantial. Moreover, given the associations 
between HSV-2 infection and black race, female sex, and older 
age, combined with the increased likelihood that these groups 
will remain undiagnosed when infected, it follows that the yield 
of serologic screening in a particular clinical setting would par- 
tially depend on patient demographics. However, the degree of 
benefit of serologic screening in terms of clinical care and pre- 
vention has not yet been quantified, and there are potential 
concerns about the psychosocial and economic impact of 
screening (28. 29], Thus, the role that newly licensed type-spe- 
cific HSV-2 serologic tests play in HSV-2 prevention efforts 
should continue to be evaluated, with a focus on populations 
at greatest risk of undiagnosed infection. 

The present study had several limitations. First, the study pop- 
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ulation consisted of selected patients, representing only 43% of 
those eJigibie, who enrolled in a randomized controlled trial con- 
ducted in 5 inner-city public clinics; thus, these findings may not 
be generalizable to all STD clinic patients. Second, the type- 
specific antibody test used in this analysis is no longer avatlaWe, 
affecting the reproducibility of these findings in future seroprev- 
aience studies. However, the sensitivity of the strip immiuioblot 
assay for HSV-2 has been found to be >98%, and specifidty 
>99%, compared with Western blot analysis [15], Thus, our results 
are likely to be generally valid. Finally, this study was asecondary 
analysis of existing data and thus is not as strong as it would be 
if designed specifically to evaluate HSV-2 seroprcvalence. Because 
it was a secondary analysis, we were unable to evaluate certain 
herpes-specific risks, such as whether a participant had ever had 
a sex partner with genital herpes or whether a participant had 
ever experienced genital sores or blisten.. 

Despite these limitations, the data from this large evaluation 
offer observations that will be important for future prevention 
efforts. First, the high seroprevalcnce rates among women and 
blacks, even among adolescents and those with few lifetime sex 
partners, indicate that HSV-2 prevention efforts must begin 
during early adolescence, before presentation for STD-related 
concerns and, ideally, even before the onset of sexual activity. 
Second, the high seroprcvalence among blacks, even after ad- 
justment for lifetime sexual exposure, implies that HSV-2 trans- 
mission may be influenced as much by sexual-network dynam- 
ics as by individual risk behaviors, potentially limiting the 
impact of prevention approaches aimed at changing individual 
behavior. Finally, the high rale of undiagnosed HSV-2 infection 
in this population likely contributes to ongoing transmission, 
highlighting the need for further evaluation of the risks and 
benefits of HSV-2 serologic screening as a prevention strategy. 
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Perinatal Transmission 
of Human Papillomavirus 

JAMES L. FLETCHER, JR.. M.D., Medical Cdlege of Georgia, Augusta, Georgia 


Human papillomavirus infection is probably the 
most prevalent sexually transmitted disease in 
the United States. In adults, it is associated with 
condyiomata acuminata and with neoplastic 
changes ranging from dysplasia to carcinoma, 
infect^ mothers may transmit human 
papillomavirus during the perinatai period; 
affected children face prolonged, difficult 
treatment for re^iratory papillomatosis. 
Prevention of infection remains the best 
approach, since diagnostic and therapeutic 
methods are suboptimal. 

The viral particles of human papilloma- 
virus (HPV) were discovered in a cuta- 
neous wart in 1949 and in a genital wart in 
1969. HPV is a double-stranded DNA 
virus belonging to the papovavirus fam- 
ily.^ At least 54 known types have been 
distinguished by DNA hybridization tech- 
niques^; types 6, 11, 16 and 18 have been 
found in sexually transmitted lesions. Epi- 
thelial cells infected by HPV undergo 
transformation and, as the transformed 
cells proliferate, a wart develops. Mature 
virus forms within the nuclei of super- 
ficial cells and, when shed, infects other 
ceils, so that the cycle continues.* Infec- 
tion may be followed by a latency period 
of many years.* 

Epidemiology 

Between 1966 and 1981, the estimated 
number of consultations for condyiomata 
acuminata with office-based private phy- 
sicians in the United States increased by 
459percent— from about 169,000 in 1966 
to 946,000 in 1981. By comparison, gen- 
ital herpes accounted for an estimated 


295,000 consultations in 1981. HPV in- 
fections may be seriously underreported.^ 
The total number of cases in the United 
States has been estimated at 12 million, 
with 750,000 new cases added each year.^ 

Most genital warts are found in young 
adults; in 1981, more than 65 percent of 
consultations for HPV involved patients 
15 to 29 years of age. Condyiomata acu- 
minata are often encountered in family 
practice; in 1981, family physicians ac- 
counted for about 18 percent of the re- 
ported consultations by men and about 
9 percent of those by women. ^ 

Prevalence of infection varies with the 
population examined. A recent study in 
Baltimore® showed a 13 percent preva- 
lence of HPV infection among 89 consecu- 
tive urban, sexually active female adoles- 
cents. West German investigators have 
estimated that about one-third of West- 
ern women of childbearing age may be 
infected with HPV and that one-third to 
one-half as many men are infected.* 

Transmission 

GENITAL LESIONS 

The usual incubation period for HPV 
infection is one to three months. Warts 
can be found in all the classic genital sites 
and also in nongenital sites (e.g., oral cav- 
ity ). Anal warts frequently occur in asso- 
ciation with genital warts in women, less 
frequently so in men.* Penile warts are 
more common in circumcised than in un- 
circumcised men® and often involve the 
urethra. In women, warts tend to appear 
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first at the posterior introilus and adja- 
cent labia; perinea! and anal extension 
occurs in about 20 percent of women with 
vulvar warts. Vaginal warts commonly 
involve the upper and lower thirds of the 
canal while sparing the middle third. Cer- 
vical warts may show the typical acumi- 
natum morphology or may be flat lesions.* 

Complications of condylomala acu- 
minata in wamen include ulceration, hem- 
orrhage, secondary infection and giant 
condylomas (lesions that appear benign 
histologically but behave dinically as if 
malignant). During pregnancy, condylo- 
mata acuminata often proliferate and en- 
large to such an extent that deciskms about 
labor and the route of delivery may be 
affected.*’''® 

Oncogenesis is the most feared adult 
complication. HPV has been shown to be 
associated with cancer (intraepithelial 
neoplasia and squamous carcinoma) of 
the penis, anus, vulva and ccrvbc.^-’HPV 
types 16 and 18 appear to be most closely 
associated with cervical dysplasia and 
carcinoma; however, a recent study sug- 
gests that, since many women with nor- 



FIGURE 1. Laryngeal papLllomalosts in an 18- 
month-oid child. 


mal Papanicolaou smears harbor HPV-16, 
a subtype of 16 may actually be responsi- 
ble for neoplastic changes.*® 

A large and complicated French study** 
demonstrated a high prevalence (about 

64 percent) of HPV-associated penile le- 
sions among the sexual partners of wcsnen 
with cervical flat condylomata or cervical 
intraq)itheliai neoplasia. Visualization 
of lesions was enhanced in this study by 
colposcopy and the application of 5 per- 
cent acetic acid. Disturbingly, in about 
43 percent of the men, HPV-associated 
macules and sli^tly efevated papules wete 
observed only after the application of acetic 
acid. HPV DNA sequences were d^ected 
in 80 percent of the papules and 50 per- 
cent of the macules analyzed. In the Bah 
timore study of female adolescents,* the 
majority of papillomavirus infections wei| 
cau^ by tU*V types associated with lowij. 
genital tract malignancies. 

LARYNGEAL PAPILLOMATOSIS 

HPV-associated disease is not 
to adults and adolescents. Genital wa^ 
have been rq>orted in children bom ^ 
mothers with condylomata acuminal^i 
although such lesions are rare.’' Much me® 
serious is the inoculation of HPV into ti»- 
upper respiratory tracts of infants bom^ 
affected mothers. 

Infected infants may develop respira* 
tory papillOTiatosis {Figure I). Retro^jec* 
lively, the presence of maternal condylQ* 
mata acuminata has been reported in 55 ^ 

65 percent of children with respirat^ 

papillomatosis.^ Although HPV infectipff 
does not appear to be associated with ii^ 
creased risk of spontaneous abotiem, 
maturity or other prenatal complicatioitf| 
its etiologic association with respirato^ 
papillomatosis in infants and childr^. 
now seems indisputable.*^'** ^ 
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The specifics of maternal-child trans- 
mission remain unknown. IMderstand- 
ing of the mechanisms is hampered by the 
fact that maternal lesions may be easily 
overlooked. Transmission tjrpically fol- 
lows vaginal delivery but has also been 
documented after cesarean ^tion.'* Es- 
timates of the rate of transmission have 
been quite variable and are based on lim- 
ited data. 

The lifetime risk of developing laryn- 
geal papillomatosis for children bom to 
mothers with condylomata acuminata 
has been estimated as about one in 30.^ 
Steinberg,^ however, estimated a rate of 
one infant case per 1,000 infected moth- 
ers. This means that if the disease preva- 
lence were about 20 percent among the 
approximately 5 million annual pregnan- 
cies in the United States and western Eu- 
rope, about 1,000 affected babies could 
be expected each year. This may seem like 
a small number, but its importance is mag- 
nified by the devastation associated with 
juvenile respiratory papillomatosis — a 
disease without a consistently curative 
treatment, in which recurrence is the rule 
and lifelong morbidity and multiple oper- 
ations result.^ 

The child with respiratory papilloma- 
tosis typically presents between two and 
three years of age, although the age of 
onset varies considerably and extends into 
adolescence. Papillomatosis follows an 
extremely variable course. Underlying 
factors that determine whether the disor- 
der behaves in a benign or an aggressive 
fashion are not yet clear. Hoarseness and 
respiratory distress are the usual present- 
ing features. The larynx, trachea and pul- 
monary tree may all be affected; the larynx 
may become completely obstructed.^-^^ 
Although one study showed no associ- 
ated mortality among 23 patients follows! 


fnxn four to 45 years, pulmonary involve- 
ment by papillomatosis may be severe . 

Diagnosis 

Diagnosis of HPV infection is difficult . 
No tissue culture system is available. Elec- 
tron microscopy is useful for detecting 
viral particles, and fluorescent or immu- 
noperoxidase techniques stain the viral 
protein coat, but both of these techniques 
give a significant number of false-nega- 
tive results. The definitive diagnostic tech- 
nique is DNA hybridization (Southern 
blot), which detects both viral presence 
and type; however, this method is not fea- 
sible for most clinical laboratories.^ 

In the gynecologic clinical setting, con- 
dylomata acuminata may be detected by 
simple macroscopic or coiposcopic in- 
spection. Microscopic diagnosis may be 
made on a Pap smear or biopsy specimen; 
the finding of koilocytosis (halo cells) is 
diagnostic of HPV infection. However, 
Pap smears are relatively insensitive, yield- 
ing positive results in only about half of 
infected women. 

Histologically, HPV is associated with 
changes that range from mild dysplasia to 
carcinoma in situ.^ In fact, HPV may be 
the underlying diagnosis in many Pap 
smears reported as dysplasia.^ It should 
also be noted that no current laboratory 
test is capable of detecting incubating con- 
dylomata acuminata.^ Circulating anti- 
bodies to HPV can be detected by com- 
plement fixation in perhaps 50 percent of 
infected patients, but the finding is of lit- 
tle clinical use.^ 

Treatment 

CONDYLOMATA ACUMINATA 

For infected adults, treatment includes 
cytotoxic, cryosurgical and electrocau- 
tery therapies . Standard surgical excision 
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is difficult because of the friability of the 
warts and their tendency to bleed. Cyto- 
toxic agents include podophyllin, 10 to 
25 percent, in tincture of benzoin, which 
may be applied once or twice weekly; if 
no regression has occurred by four treat- 
ments, alternative therapies should be 
considered. Podophyllin is best suited for 
small, external genital and perianal warts 
and probably should not be used to treat 
vaginal or intraur^ral warts.*®-^^ Because 
of its potential local and systemic tox- 
icity, podophyllin therapy is contraindi- 
cated during pregnancy; fetal death and 
severe systemic maternal toxicity have 
been reported with the use of this agent 
during pregnancy.'-*^ 

A 5 percent 5-fluorouracil (S-FU) cream 
(Efudex) may be effective for inlraure- 
thral warts, extensive vaginal warts, and 
lesions at other genital sites, but it can 
cause irritation.*-^* This drug also is con- 
traindicated during pregnancy, because 
of possible systemic absorption. ^•^* 
Trichloroacetic acid is a.caustic/astrin- 
gent agent that may be applied topically 
to condylomatous lesions during preg- 
nancy. A solution strength of 80 to 85 per- 
cent is probably optimal. For a single ap- 
plication, a 20 to 30 percent cure rate is all 
that can be expected; therefore, treatment 
may have to be repeated every seven to 
ten days. 
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Cryosurgery or electrocoagulation/ 
desiccation may be the treatmoit of choice 
during pregnancy, especially for cervical 
warts. Cryosurgery (applied for 30 to 
60 seconds) is particularly useful for small 
warts.* Electrocoagulation/desiccation is 
contraindicated for lesions proximal to 
the ana! verge. “ Cryotherapy should be 
carried out with liquid nitrogen; use of a 
cryoprobe involves the risk of vaginal 
perforation and fistula formation.*® 
Treatment of cervical warts may be 
complicated, and patients with these le- 
sions should undergo colposcopic exami- 
nation. Management of pregnant patients 
with cervical warts should be carried out, 
in consultation with an expert.*® 

Laser therapy (COj) has recently gained^ 
popularity. In some r^orts, a single treat-l 
ment has resulted in mective ablation off 
visible lesions in 90 to 95 percent of womeni 
treated,’ although extensive treatment off 
patients with subclinical disease (e.g.,| 
infection discovered by colposcopic ex- 
amination) has been reported to be as-^ 
sociated with significant side effects an4 
histologic evidence of persistent infec-i 
tion.“ Interferon alfa-2b (Intron A) ha? 
been approved for intralesional treatment 
of condylomata acuminata** and has alsQ 
been used systemically.** Three clinical 
trials demonstrated modest intralesional ef: 
ficacy with interferon alfa-2b, but the agent 
may hurt adolescent menstrual function and 
should not be used during pregnancy.**-^* 
Whatever treatment is chosen, it must 
be remembered that "therapy can be dif B-i 
cult, prolonged, and only marginally efi 
ficacious."*^p“*> HPV infection may be 
multicentric and often cannot be seen on 
gross inspection. It should also be ap^ 
parent that current therapies focus on lo; 
cal treatment of what is actually regiona 
pathology. Although various treatment? 
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may eliminate visible lesiom, the papillo- 
mavirus seems to be difficult to era^cate 
completely. Some inv^tigators believe 
that HPV remains dormant in the skin 
and mucous membranes d^pite aggres- 
sive, destructive therapy, thus ^count- 
ing for the high rate of recurreiKe. 

RESPIRATORY PAPILLOMATOSIS 

Treatment of respiratory papilloma- 
tosis in affected infants and children is 
surgical. Both standard excision and CO 2 
laser treatment have been employed . Multi- 
ple procedures are the expectation. A re- 
cent multicenter trial showed no curative 
or substantial long-term benefit in 123 pa- 
tients treated with leukocyte in terferon.“ 
Radiation therapy of lesions may result in 
malignant transformation, and tracheos- 
tomy is contraindicated because it may 
increase the risk of pulmonary disease.^ 
In most cases, the frequency of surgery 
diminished with age, especially after pu- 
berty, but complete remission appears to 
be rare. 

Prevention 

Screening of pregnant women for possi- 
ble HPV infection is quite problematic. Such 
screening, coupled with an effective strat- 
egy for management, would be valuable 
in preventing neonatal transmission; how- 
ever, currently available diagnostic meth- 
ods and management remain suboptimal. 

A Papanicolaou test and careful gross 
inspection for condylcxnatous lesions should 
be performed in all pregnant women. Ab- 
normal Pap smear results should be fol- 
lowed up appropriately, probably in con- 
sultation with an expert. Exophytic warts 
should be treated with the goal of remov- 
ing the lesions, but not of eradicating HPV. 
Beyond these recommendations, routine 
screening for HPV infection lies within 


the realm of uncertainty. Recently, slide 
tests (e.g., ViraPap [Life Technologies, 
Inc., Gaithersburg, Md.]) for the detec- 
tion of HPV DNA have become commer- 
cially available. Such tests, however, are 
fairly expensive, and their clinical prac- 
ticality remains uncertain. 

Cesarean delivery is recommended for 
women with genital warts large enough to 
produce mechanical difficulties with vag- 
inal delivery, but routine operative deliv- 
ery of women infected with HPV is not 
indicated, because of the relatively Tow 
rate of frtal transmission. Careful post- 
natal maternal follow-up (e.g.. Pap smears, 
colposcopy) is needed, as is prolonged 
follow-up of all children born to mothers 
with condylomata acuminata. 

Final Comment 

Infection with HPV is a ccanmon and po- 
tentially serious clinical event. Infected 
adults apparently face a significant risk of 
subsequent neoplastic disease. Children 
infected in the perinatal period face the 
prospect of respiratory papillomatosis 
and its prolonged, difficult treatment. 

Diagnostic and therapeutic techniques 
remain suboptimal. Nonetheless, since 
HPV infection occurs in both sexes, with 
apeak incidence in 14- to 24-year-old per- 
sons, family physicians should be prepared 
to identify and manage this troublesome 
disease. 
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Background: Studies of sexuul behavior and of inlerven- 
tions designed to reduce human immunodeficiency vims risk 
usually depend on self-report. Validation of self-reported con- 
dom use measures has not been previously reported in an 
urban population at high risk for sexually transmitted dis- 
eases and human immunodeficiency virus, 

Methods: A prospective cohort study was performed in 
subjects recruited from sexually transmitted disease clinics 
in Baltimore. At enrollment, a questionnaire was admin- 
istered that assessed human immunodeficiency virus risk 
factors and sexually transmitted disease history, and used 
a retrospective calendar to assess se-xual events and con- 
dom use over the previous 30 days. Clinical evalualicm 
was performed for sexually tran.smiUcd diseases. At fol- 
low-up 3 months later, the same procedures were repeated. 
Incident sexually transmitted diseases at follow-up were 
defined as new culture or serologically documented diag- 
noses of gonorrhea, chlamydia, syphilis, or trichomoniasis. 

Results; In the 323 male and 275 female (total = 598) 
subjects who completed a follow-up visit, 21% reported 
using condoms fur every act of sexual intercourse over 
the previous 30 days, 21 % reported occasionaily using con- 
doms, and 59% reported sot using condom.s. .At follow-up, 
21% of subjects had new incident gonorrhea, chlamydia, 
syphilis, or trichomoniasis. Fifteen percent nf the men who 
were “always” condom users had iucideiii sexually trans- 
mitted diseases compared with 15.3% of “never users;” 
23.5% of women who were “always” users had incident 
sexually transmitted diseases compared with 26.8% of 
“never” users. 

Conclusions: In this high-risk population, self-reported 
condom use is not associated with lower sexually trans- 
mitted disease incidence. This finding suggests that self- 
reported condom use measures, even In a research setting, 
may be subject to substantial reporting bias. 
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NEARLY ALL STUDIES of human immunodeficiency 
virus (HIV) and sexually transmiited disease (STD) risk 
behaviors, including evaluations of interventions, rely 
upon .scU-reported measures of eondtJm use as a major 
outcome variable.’’** However, the validity of these seif- 
repons (that is. the extent in which the measures accu- 
rately reflect behavior) has not been evaluated. 

The validity of sell-reports is difficult to assess. Con- 
dom use nnder-reportjiig or over-reporling may oc- 
cur because of embarrassment, perceptions of the 
researcher’s expectations, problems with recall, or other 
factors,' * For example, in many clinics that provide 
care for individuals at risk for STDs and HiV infection, 
condom use is heavily promoted, and patients may fed 
compelled to report they use condoms so they conform 
to the expectations of the clinical environment. 

Most reported longitudinal studies of condom u,sc 
have been in homosexual populations and have used 
crude mea,sures of condom use. These studies 
nonetheless suggest that condom use protects against 
STDs and incrcasc.s as a result of behavioral inter- 
ventions. With the epidemiology of the HIV epidemic 
shifting into heterosexual, inner-city populations,''’'-" un- 
derstanding condom use paiicrns in these groups is cru- 
cial to developing effective intcrvcniiuns. Studies of 
heterosexuals attending STD clinics have focused on the 
knowledge, attitudc.s, and bcliaviors associated with 
self-reported condom use and have found varying rates 
of condom use and a trend toward increasing condom 
use over 

Previous attempts to validate condom use have fo- 
cused on the community level by monitoring retail 
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saies-^^ or by collecting used condoms from sewers. At 
the individual level, studies have addressed reliability 
(that is, consistency of responses over time or between 
raters) more often than validity. For example, regular 
heterosexual partners are highly consistent in their ret- 
rospective reports of the frequency and types of sexual 
behaviors, including condom u.se, over a 30-day pe- 
riod." The problem, of course, is that partners may 
both report inaccurate information. Validity at the indi- 
vidual level might be assessed indirectly through re- 
demption of condom coupons--* or by using biological 
markers such as STDs. Incident STDs also have been 
used as mca,surc.s of high-risk, unprotected sexual be- 
havior after HIV counseling inters'cntions.^'^” 

In the present report, we a.s.scss the validity of self-re- 
ported condom use in a prospective observational study 
of high-risk clients of inner-city STD clinics, using in- 
cident STDs as biological markers. No previous studies 
have examined the relationship between sclf-rcported 
condom use and incident STDs acquired during the 
same period for which condom use is reported. 

Studies using STDs as outcome measures are metho- 
dologically complex. They require prospective evalu- 
ation of high-risk, often difficuU-io-foilow patient 
populations. They also require substantia! Jogisircal, 
technical, and laboratory support. In particular, accurate 
incident STD assessment in longitudinal studies requires 
comprehensive labonitory asscs.smeni for multiple STDs 
at each visit to delect asymptomatic ca.scs. In this study, 
we examined the association between self-reported 
condom use and incident S'i'Ds for a .sample of .sub- 
jects interviewed and examined at two times in STD 
clinics. 

M«thod.s 

Study Dcsi.qn and Sample 

Condom use patterns and incident STDs were deter- 
mined as part of a prospective study on the tran.smission 
and acquisition of STDs, which was described pre- 
viously.^^ The study was conducted in two Baltimore 
City Health Department STD clinics. The.se clinics 
serve approximately 20,000 patients at 35,000 visits an- 
nually, Clinic attendees have high incidence raie.s of 
STD. Baltimore has one of the highest gonorrhea rates 
in ihc cousury, and about half of all gonorrhea cases in 
the city are identified in these clinics. Confidcniial HIV 
counseling and testing is offered to atiendee.s who have 
not been tested within the previous 3 months.-’ In 1992, 
over 18.000 HIV tests were performed, and the scropre- 
valcnce rate was 4%. 

Eligible subjects were male and female clients pre- 
senting at the clinic for evaluation of symptoms, for a 
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check-up, or as a sexual parmer of another patient. All 
pariicipanis gave written informed consent, and the 
study was performed with the approval of The Johns 
Hopkins Joint Committee on Clinical Investigation. At 
the enrollment visit, each subject received a baseline in- 
terview administered by a study clinician. The inter- 
view mea<5ured STD symptoms and history, detailed 
sexual behaviors (including an inventory of sexual part- 
ners and condom use), attitudes about high-risk behav- 
iors and condom u.se, (including self-efficacy for 
condom use), perceived HiV/STD risk, health care use. 
and alcohol and dmg use. 

After the interview, patients received a directed 
physical examination that included culture for Neisseria 
S>onorrhoeae. Chlamydia trachomatis, and Trichomonas 
vaginalis. Wet mount examination of vaginal secretions 
was performed on all women. Patients with genital 
ulcers were evaluated for Treponema pallidum by dark- 
field microscopy- All subjects were evaluated serologi- 
cally for syphilis using the rapid plasma reagin 
confirmed by fluorescent treponemal antibody tests. In- 
dividual who con.senied to HIV tc.sting (92% of partici- 
pants) were evaluated using the standard enzyme-linked 
immunosorbent assay and Western blot algorithm.-** 
Gonorrhea and chlamydia were diagnosed on the basis 
of u positive culture for N. gonorrlweae or C. tracho- 
matis. Syphilis was diagnosed using clinical criteria, 
dark-field lesion examination, and serologic tests.’*’ 
Trichomonas was diagnosed on tlic basis of either a 
positive culture or wet mount exam. 

After the initial visit, all subjects were given an ap- 
pointment for a follow-up visit 3 months later. At the 
foilow-up visit, an abbreviated form of the interview 
was administered, along with repealed physical exami- 
nation and diagnostic tc.sis. 

Measures 

The key independent variable was self-reported 
condom use during the 30-day period before the fol- 
low-up clinic visit. Data were obtained in the follow- 
up interview using a calendar devised for each 
subject (and shown to the subject by the interviewer), 
as described previously.-- Subjects provided partner- 
specific information indicating on which days they 
had engaged in sexual activity, the type of sexual ac- 
tivity (vaginal, oral, or anal sex), the number of epi- 
sodes of each type on each day. and whether a 
coftdom was used for each sexual encounter. The 
measure of condom use constructed from this infor- 
mation for this analysis was calculated by dividing 
the number of times condoms were used during vagi- 
nal and anal sex by the number of vaginal and anal 
sex acts reported with all partners. Thus, this measure 
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sales’^ or by coilecting used condoms from sewers. At 
the individual level, studies have addressed reliability 
(that is. consistency of responses over lime or between 
raiers) more often than validity. For example, regular 
heterosexual partners are highly consistent in their ret- 
rospective reports of the frequency and types of sexual 
behaviors, including condom use, over a 30-day pe- 
riod.-- The problem, of course, is that partners may 
both report inaccurate information. Validity at the indi- 
vidual level might be assessed indirectly through re- 
demption of condom coupons^^ or by using biological 
markers such as STDs. Incident STDs also have been 
used as measures of high-risk, unprotected sexual be- 
havior after IIIV counseling interventions.^'*-^' 

In the present report, we assess the validity of self-re- 
ported condom use in a prospective observational study 
of higii-risk clients of inner-city STD clinics, u.sing in- 
cident STDs as biological markers. No pnivious studies 
have examined the relationship between self-reported 
condom use and incident STDs acquired during the 
same period for which condom use i.s reported. 

Studies using .STDs as outcome measures £je metho- 
dologically complex, They require prospective evalu- 
ation of high-risk, often difficuli-to-follow patient 
populations. They also require substantial logistical, 
technical, and laboratory support. In particular, accurate 
incident STD assessment in longitudinal studies requires 
comprehensive laboratory asses.sment for multiple STDs 
at each visit to detect asymptomatic cases. In this Study, 
we examined the association between self-reported 
condom use and incident STDs for a sample of .sub- 
jects interviewed and examined at two times in STD 
clinics. 

Methods 


check-up, or as a sexual partner of another patient. Ail 
participants gave written informed consent, and the 
study was performed with the approval of The Johns 
Hopkins Joint Committee on Ciinica! Investigation. At 
the enrollment visit, each subject received a baseline in- 
terview admini.stcred by a study clinician. The inter- 
view measured STD symptoms and history, detailed 
sexual behaviors (including an inventory of sexual part- 
ners and condom use), attitudes about high-risk behav- 
iors and condom use. (including self-efficacy for 
condom use), perceived HIV/STD risk, health care use, 
and alcohol and drug use. 

After the interview, patients received a directed 
physical examination that included culture for Neisseria 
^onorrhneae. Chlamydia irctchomuus, and Trichomonas 
vaginalis. Wet mount examination of vaginal secretions 
was performed on ail women. Patients with genital 
ulcers were evaluated for Treponema pallidum by dark- 
field microscopy. All .subjects were evaluated serologi- 
cally for syphilis using the rapid plasma reagin 
confirmed by fluorescent treponema! antibody tests. In- 
dividuals who consented to HIV testing (92% of partici- 
pants) were evaluated using the standard enzyme-linked 
immunosorbent assay and Western blot algorithm.^^ 
Gonorrhea and chlamydia were diagno.scd on the basis 
of a piwitive culture for N. gonorrhoeae or C. rracho- 
mafis. Syphilis was diagnosed using clinical criteria, 
dark-field lesion e.xanunation. and serologic tests.-® 
Trichomonas was diagnosed on the basis of either a 
positive culture or wet mount exam. 

After the initial visit, all subjects were given an ap- 
pointment for a follow-up visit 3 months later, At the 
follow-up visit, an abbreviated form of the interview 
was administered, along with repeated physical exami- 
nation and diagnostic tests. 


Study Design and Sample 

Condom use putterns and incident STDs were deter- 
mined as pan of a prospective study on the transmission 
and acquisition of STDs, which was described pre- 
viously,^^ The study was conducted in two Baltimore 
City Health Department STD clinics. These clinics 
serve approximately 20,000 patients at 35,000 vi.sits an- 
nually, Clinic attendees have high incidence rates of 
STD. Baltimore has one of the highest gonorrhea rates 
in the couuiry.^ and about half of all gonorrhea cases in 
the city are identified in these clinics. Confidcniia! HIV 
counseling and testing is offered to attendees who have 
not been tested within the previous 3 months.” In 1992, 
over 18.000 HTV tests were performed, and the scropre- 
valence rate was A%. 

Eligible subjects were male and female clienis pre- 
senting at the clinic for evaluation of symptoms, for a 


Measures 

The key independent variable was self-reported 
condom use during the 30-day period before the fol- 
low-up clinic visit. Data were obtained in the follow- 
up interview using a calendar devised for each 
subject (and shown to the subject by the interviewer), 
as described previously.” Subjects provided partner- 
.specific information indicating on which days they 
had engaged in sexual activity, the type of sexual ac- 
tivity (vaginal, oral, or anal sex), the number of epi- 
sodes of each type on each day, and whether a 
condom was used for each sexual encounter. The 
measure of condom use constructed from this infor- 
mation for this analysis was calculated by dividing 
the number of times condoms were used during vagi- 
na! and anal sex by the number of vagina! and anal 
sex acts reported with all partners. Thus, this mea.surc 
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reflects consistency of condom use, or degree of expo- 
sure to STD transmission, during the last 30 days. 

The objective outcome variabie measured at the fol- 
low-up visit was having any one of the following inci- 
dent STDs; syphilis, gonorrhea, chlamydia, or 
trichomoniasis. The.sc infections diagnosed at the fol- 
low-up visit represented new infection since the enroll- 
ment visit, because routine testing by reference methods 
(i.e., culture for all except syphilis) was conducted at 
both visits. Subjects with infections diagnosed at the 
enrollment visit or with suspected exposure to an 
STD were treated immediately. In cases where infec- 
tions were not clinically apparent at the enrollment visit 
(e.g., a positive culture result that is returned later), 
these patients were recalled for definitive treatment. Be- 
cause treatment efficacy is greater than 9S% with cur- 
rent regimens for syphilis, gonorrhea, chlamydia, and 
trichomoniasis, we can confidently assert that these in- 
fections diagnosed at follow-up visits represented new 
infections. 

Herpes and human papillomavirus infection were not 
included in the measure of incident STDs because it 
was difficult to ascertain whether a clinical episode at 
the follow-up visit represented new infection or mani- 
festations of a chronic, prevalent infection. Human im- 
munodeficiency virus was not included because no 
seroconversions between enrollment and follow-up were 
identified in study subjects, 

Staiixiii'al Analysis 

Analyses were performed using PC-SAS 6.04 (SAS 
Institute. Cary. NC). Univariate and multivariate analy- 
si.s was conducted separately for men and women. Gen- 
der differences were assessed using the chi-squared test 
or Fisher’.s exact test for cell size <5. Unconditional 
multiple logistic regression was used to estimate odds 
ratios and 95% confidence limits, using a diagnosis of 
“definite STD” (syphilis, gonorrhea, chlamydia, or 
trichomoniasis) at follow-up as the outcome variable. 
Covariutc.s, in addition to condom u.se, considered in 
multiple regression anaiyites of dlsea.se status at follow- 
up. included disease risk factors such as number and 
types (regular, casual, new) of sexual partners in the last 
30 days, frequency of anal and vaginal intercourse in 
the last .30 days, having an STD diagnosis at enroll- 
ment, and age. We also included substance use patterns 
within the past 30 days, including IV drugs, crack co- 
caine use, and alcohol use. Alcohol use was categorized 
as either more or less than twice weekly, a categoriza- 
tion that in our population has been shown to be asso- 
ciated with syphili.s and HIV.'” Length of time between 
enrollment and foliow-up visit also was included as a 
covariate. 
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Results 

Ttie subjects of this analysis were 323 men and 275 
women who were enrolled in the study between 1990 
and 1992, made a follow-up clinic visit, and were sexu- 
ally active during lire foliow-up period. On average, the 
follow-up visits occurred 4.4 months after the enroll- 
ment visit. Returning subjects (52% of the enrolled sub- 
jects) did not differ .sigoificantiy from nonreturning 
subjects on a number of sociodemographic and behav- 
ioral variables relevant to this study. However, there 
was a tendency I'or employed women and men who 
were high school graduates to be more likely to return 
for follow-up visits. Table 1 describes the study subjects 
regarding sociodemographic variables and STD status at 
enrollment. Men were significantly older than women 
and were more likely to be black and currently em- 
ployed. Only 3% of men and 1% of women reported 
anal intercourse. 

The condom use pattern reported by these subjects 
for the 30 day.s before the follow-up visit is described 
in '['able 2. Twenty-one percent of the subjects reported 
using condoms in all acts of vaginal and anal inter- 
course, 21% reporting using condom.s some of the lime 
(i,e.. more than 0% but les.s than 100% of the time), and 
59% u.stng condoms in no acts of intercourse. There- 
fore, the measure was trichotomized for analysis 
(always used condoms, sometimes used condoms, never 
used condoms). In men and women, a self-report of al- 
ways using condoms was associated with fewer sex 


TABLE 1. Sociodemographic Characteristics of Subjects at 
Enrollment 


Character-sfics 

Men 

(rt a 323) % 

Women 

{n»275)% 

Age' 

<20 

17.7 

31.3 

21-29 

42,7 

43.3 

30-64 

39.6 

25.4 

Race* 

Black 

87.5 

90.6 

White 

2.5 

7.6 

Other 

— 

1,8 

Educetioo 

<higti school 

33.9 

40.1 

High school or more 

66,1 

59.9 

Marita' status 

Never married 

78.2 

80,0 

Married 

7,5 

8.0 

Separated, widowed, divorced 

14.3 

12.0 

Employment status' 

Not working 

37.9 

54,2 

CurrentJy working 

62.1 

45.8 

Diagnosis of syphilis, gonorrhea. 

Chlamydia or Trichomonas 

Yes 

31.3 

36.4 

No 

68.7 

63.6 


* Sox cfifferonco is significant (P < .05) by the chi-square test. 
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TABLE 2. Se'f-Reporled Condom Use In Sexual Activity. 30 Days 
Before Foilow-up Cfinic Visit 

Males Femaies 

(n = 323) {n = 275) 

How Frequently Were Condoms 

Used During Sexual Ads? No. % No. % 

None of the time 183 57 169 61 

Some of the time 67 21 55 20 

All of the time 73 23 51 19 


partners and fewer sexual episodes per month {Table 3). 
In conirasi, always using condoms was inversely associ- 
ated with having had oral sex (i.e., subjects who re- 
ported having oral sex were less likely to report condom 
use during vaginal intercourse), and in men, having a 
regular sex partner. 

We hypothcsi7-ed that self-reported condom use 
should be inversely related to inerdent STDs. Subjects 
reporting always using condoms should have a signifi- 
cantly lower rate of disease than subjects who never use 
condoms or who use them some of the time. Table 4 
shows the incidence rale of new STD according to self- 
reported condom use for men and women. (Incidence of 
gonorrhea, chlamydia, and syphilis were similar in both 
genders; women had higher rates of trichomoniasis, 
which accounts for their overall higher STD rales.) At 
enrollment, self-reported condom use was associated 
with a protective effect in women, but not men. There 
was no association between self-reported condom use 
and STD acquisition tiuring follow-up for either gender. 
Results were not associated with circumcision .state or 
use of contraception (in women). 

In terms of specific diagnoses at follow-up, 0.3% (n 
= 3) of subjects were diagnosed with syphilis. 9.0% (n 
= 54) had gonorrhea, 6,2% (n = 37) had chlamydia, and 
8.9% (n = 53) had Trichomonas. Included are 20 sub- 
jects with two or three diagnoses. Seventy-nine percent 
(n » 473) of subjecLs did not acquire any of these dis- 
eases during the follow-up period. We then evaluated 


the relationship between seif-reporied condom use and 
specific disease diagnoses at follow-up. Only one sig- 
nificant relationship wa,s found. .\t the follow-up visit, 
none of 72 men who reported always using condoms 
had a diagnosis of chlamydia, compared with 16 of 251 
(6.3%) of “sometimes" or "never n.sers” (P = ,015; 
Fisher’s exact test). 

Table 5 presents results of multiple logistic regression 
analy.scs, separately for men and women, regarding the 
determinants of incident STDs. In the models pre.senfed 
here, the objective was to examine the relative predic- 
tive importance of condom use (or lack of condom use) 
and other risk factors. Self-reported condom use in the 
previous 30 day.s was not found to be a significant pre- 
dictor of protection from incident STDs for men or 
women. The only predictor that is statistically signifi- 
cant for both men and women was having an STD diag- 
nosis at enrollment. Thi.s variable increased the odds of 
an incident STD by 3.11 for men and by 1.99 for 
women. 

For men, other statistically .significant predictors of 
incident STDs were having vaginal or anal intercourse 
nine or more times in the previous 30 day.s and making 
a follow-up clinic visit more than 3 months after the en- 
rollment visit (i.c„ later than was recommended by the 
clinic). This suggests that a new' infctiitm-— -rallicr than 
the study follow-up appointment — may have caused 
(hem to return. Thus, men who had more sexual activity, 
who had a STD diagnosis at enrollment, and who were 
less compliant with regard to return visits were at a 
higher risk for incident STDs. 

For women, other significant predictors of incident 
STDs were engaging in oral or anal .sexual activity 
within the last 30 days. IV drug ii.se within the last 30 
days, crack cocaine use within the last 30 days, and 
younger age. 

One possible explanation for the failure of self- 
reported condom use to predict incident disease is that 
subjects might have been using condom, s incorrectly. 
Therefore, wc recomputed the regression models and 


TABLE 3. Characieristies of Condom Users — BaUimore STD Transmission-Acq uisition Study 
Condom Use 


Mate 


Female 


Never (%) Sometimes (%) Always (%) 

P 

Never (%} Sometimes (%) Always (%) 

P 


22 partners (past 30 days) 

22 

37 

14 

.020 

8 

20 

5 

.002 

>9 sexual episodes past month 

45 

38 

15 

<001 

35 

35 

17 

-006 

Definite STD at visit 1 

30 

37 

31 

.539 

36 

38 

37 

.961 

New partner (past 30 days) 

20 

31 

21 

.160 

6 

13 

B 

.285 

Casual partner (oast 30 days) 

12 

16 

14 

-677 

7 

13 

10 

.350 

Regular partner (past 30 days) 

67 

84 

72 

.011 

94 

91 

86 

.182 

Had oral sex 

32 

26 

11 

.003 

34 

25 

12 

.006 
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TABLE 4. Number anfl Percent of Inoividuals With STD Diagnosis* at Enrolfment and Follow-up, by Self-Reported Condom Use^ and Gender 


Condom Use 



Males 





Females 




Enrollment 


F(^ow-up 



Enrollment 


Follow-up 


No. % 

No. 


% 

No. 

% 

No. 

% 

Never 

64 32.0 

28 


15.3 

67 

39.6 

45 

26.3 

Sometimes 

21 29.6 

16 


23J5 

17 

28.3 

13 

23.1 

Always 

11 35.5 

11 


15.3 

5 

17,9 

12 

23.5 

trend 

0.018 


0.118 



6.380* 


0,321 


' Diagnosis of syphilis, gonorrhea, Chlamydia, or Trichomonas. 

t Condom use reported for each act of vaginal or anal intercourse, vnth ail sex partners, during 30 days before visit. 
t P=0.0i2, 


included a variable indicating whether the subject re- 
ported that a condom ever broke during sexual activity 
during the time for which condom use was reported. Al- 
though 17% of subjects reported at least one instance 
of breakage, this variable was not a significant pre- 
dictor of disease for men or women. 

Discussion 

The re.sults of this analysis demonstrate no significant 
relationship between self-reported condom use and inci- 
dent STDs for male and female clients of STD clinics 


in Baltimore. Because self-reports of condom use fre- 
quently form the basis for assessing HIV risk-reduction 
interventions, our findings suggest an important defi- 
ciency in studies that rely on such self-reports. 

If condoms protect against acquisition of STDs, there 
are at least three possible explanations for the failure to 
validate self-reported condom u.se using incident STDs, 
First, subjects may not be reporting their condom use 
behavior accurately becau.se of recall bias. Recall could 
be affected among subjects who u.sed drugs or alcohol 
during sexual activity. Although other re.searchers have 
noted that alcohol use reduces the level of condom 


TABLE 5. Predictors of Incident STDs* by Gender 


f/en (n «» 322) Women (n = 273) 



Odds Ratio 

95% Cl 

Odds Ratio 

95% Cl 

Condom Use* 

Some of the time 

1.50 

0.68-3.30 

0.69 

0.30-1.56 

All of the time 

1.41 

0.59-3.34 

0.58 

0.24-1.40 

Two or more partners, last 30 days 

1.20 

0.45-3.19 

1.58 

0,41-8.09 

Types of partners, last 30 days* 

Casual partner 

1.69 

0.66-4.39 

0.73 

0.18-2.99 

New partner 

1.95 

0.80-4.76 

2,77 

0.95-8,07 

Frequency of Intercourse, last 30 days^ 

5-8 times 

1.28 

0.51-3.19 

1.19 

0.55-2.59 

9* times 

2.55 

1.12-5.80 

0.89 

0.42-1.91 

Any oral or anal sex, last 30 days 

0.87 

0.41-1.84 

0,44 

0.20-0.97 

Intravenous drug use, last 30 days 

0.70 

0.14-3.51 

20.96 

4.20-104,70 

Cocaine use. last 30 days 

0.46 

0.04-5.34 

5.01 

1.16-21,86 

Alcohol use, last 30 days 

1.17 

0.55-2,47 

0,71 

0.26-1.93 

STD diagnosis at enrollment 

3.11 

1.64-5-88 

1.99 

1,06-3,73 

Age" 

21-29 years 

0.62 

0.26-1.48 

0.42 

0,21-0.84 

30-64 years 

0.70 

0,27-1.78 

0.25 

0.10-0.62 

Followup visit >3 months after enrollment 

1.98 

1,01-3.85 

0,89 

0.45-1 .77 


■ Outcome variable is any of the following incidem STDs at foliow-up: syphilis, gonorrhea. Chlamydia, or trichomoniasis, 
f Omitted reference category is “none of the time." 

* Omitted reference category is regular partner only. A "regular partner" is defined as someone “you've been having sex with for longer than a 
month and that you nave sex with often. " A 'casual partner” is someone “youVe been havi-ng sex with for longer than a month but only have sex 
with occasionally.'' A “new partner" Is someone ‘"you’ve had sex with for the first time in the past 3C days."' 

§ intercourse indudes both vaginal and anal. Omitted reference category is lewer than five instances of intercourse. 

“ Omitted reference category is 14-20 years of age. 

Ct = confidence interval. 
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use,^' validation of those reports has not been ad- 
dressed. In our multivariate analysis, drug use signifi- 
cantly increased the odds of disease among women 
only. 

Second, subjects may be reporting their actual con- 
dom use, b«! they may not be using condoms proiwriy. 
That is, condoms may be breaking, failing off, being 
reused, or being put on after iniromission has begun, 
thereby putting the subjects at risk for an STD. This and 
most other Studies of condom use are limited in their 
ability to directly assess the technical skills required to 
use a condom. Except for one measure of condom 
breakage, which was not associated with disease sialu.s. 
we were unable to analyze the effects of proper condom 
use. 

Third, patients may be misrepresenting their actual 
condom use. That is, although the majority of subjects 
(59%) reported they never used condoms, we suspect 
that at least some of the remaining subjects over- 
e.stima{ed their actual condom use. in general, reports of 
high-risk behaviors or their preventive interventions 
may be contaminated by the .social desirability of re- 
.sponses, especially within an environment that provides 
continuous educational messages. In the STD clinic .set- 
ting, reporting use of condoms is likely to be perceived 
by subjects as the "right” answer. Laikin recently com- 
mented on a similar phenomenon in reports of high-risk 
IV drug use behaviors.” We suspect that there was 
misrepresenulion because of social desirability, de- 
spite that patients were enrolled in an observational 
study that was not intended to modify behavior. 

Thi.s study ha.s several !imiiaiio».s. First, patients at- 
tending STD clinics may not be represeiiiaiivc of the 
general population at risk, and the results may not be 
generalizable. However, we believe that this population, 
because of its demonstrated high-risk behaviors and 
high rate.s t)f STDs, including HIV. represents (he group 
with (he greate.st need for intensive intervention. Fur- 
thermore, from a practical standpoint, the STD clinic 
contains one of the few populations where incidence 
rales of STD are high enough so that STDs can be used 
as biological validators of self-reported data. In popula- 
tions where STD incidence is tow. the sample sizes re- 
quired become unmanageable. 

Second, there may have been selection bias in deter- 
mining who returned to the clinic for the follow-up visit 
and interview. Patients who became symptomatic may 
have been more likely to return for treatment and may 
have been more likely to misrepresent condom use. 
These two factors could have .skewed our results toward 
increased STD incidence in reported condom users. Our 
data indicate, however, that there were no significant 
demographic or baseline risk profile differences be- 
tween returners and nonreiurners. 


Ss.-iinliv lr«re,.iiliea rjisea^es . Jjnuaiy-f’^bruary. 199S 

Third, at foliow-up, condom use and sexual histories 
were measured only for the previous 30 days. Conceiv- 
ably, asymptomatic or mildly symptomatic STDs that 
were acquired before the .30 day calendar period could 
have been misclassified as incident infections in those 
patients who reported consistent condom use. Incom- 
pletely treated STDs at enrollment, if they occurred, 
also could have been mi.sclassified. However, we be- 
lieve that these i.ssucs did not affect our results. In a 
recent review of the epidemiologic literature. Brunham 
estimated that the mean duration of infcciivity for gon- 
orrhea is 6 days and for chlamydia 18 days.''* Our inci- 
dence rates of STDs (10-15% over 3 months) are 
similar to those reported earlier in retrospective and 
prospective studies of our patient population and in a 
prospective study of STD clients in Birmingham, Ala- 
bama.^"* Thus, carryover of untreated or partially treated 
infections do not appear to be an issue. Furthermore, es- 
pecially in men. because >95% of gonococcal and 
>70% of chlamydia infections become symptomatic 
within 4 week.s, the vast majority of STD infections di- 
agnosed at follow-up would have been acquired within 
the previous 30 days. 

Although we demonstrated that prior infection with 
an STD at enrollment is an independent risk factor for 
infection at follow-up (Table 4). we believe this repre- 
sents u manifestation of continued risk-taking behavior, 
similar to that seen cpidemiologicaliy in "core groups” 
or “repeaters. 

Our results demonstrate important limitations of cur- 
rent knowledge about the measurement of condom use. 
This is (he first longitudinal .study to demonstrate that 
self-reported condom use is not associated with rates of 
acquisition of STD.s. Because valid measures of condom 
use arc needed to assess ri.sk status and changes in risk 
status over time, future research is needed to develop 
more accurate measures. Suggestions include conduct- 
ing inierviews in tts “neutral” a context as possible 
(e.g.. interviewing in a nonclinical setting or using ma- 
chine-nicdiaied interviewing techniques rather than live 
interviewers) so that subjects do not feel compelled to 
give socially desirable fesponse.s. Another suggc,stlon is 
include more extcn.sive measures of the appropriate- 
ness of condom use (e.g., by requiring a demonstration 
of technical skills on a model and by including ques- 
fion.s about condoms breaking, falling off, or being 
reused) .so that reported use can be "weighted” accord- 
ing to the subject’s skills. 

References 

1. Cataniii JA. Gibson DR. Chitwood DD. ct al. Vlcihodological 
problems in AIDS behavioral research; Intluences on meas- 
urement error and participation bias in studies of sexuu! 
behavior. Psyefcoi BiilJ 1990; lf(8;?.^9-762. 


ZENiLMAN ET AL 


IMaterial may be protected by copyright law (Title 17, U.S. CQde)| 


459 


CON'DOM USE TO PREVENT INCIDENT STDS 


2. WeJler SC. A mela-analysis of condom effttctiveness in reduc- 

ing sexually tjansinittcd HIV. Soc Sci Med 1993; 36:1635- 
1644, 

3. Calunia .!A. Coates TJ. Stall R, cl a1. Prevalence of AIDS-rc- 

lated risk factors and condom use in rhe United States. 
Science 1992; 258:1101-1106. 

4. Wcinsiock HS, Litidan C. Bolan G. e! al. Factors associated 

with condom use in u high-risk heterosexual population. Sex 
Transm Dis (993; 20:14-20. 

5. CDC. Drug use and sexual behaviors among sex partners of 

injecting drug users — United Slates 1988-90. MMWR 1991; 
40:855-860. 

6. CDC. Condom use among male injecting drug users — New 

YorkCiry 1987-1990. MMWR 1992; 41:6!7-620. 

7. CDC- Sexual behavior among high school students — United 

States. 1990. MMWR 1992; 40:885-888. 

8. Moatti J-P, Bajos N. Durbcc J-P. Menard C. Serrand C. 

Determinants of condom use among French heiert’sexuals 
with multiple partners. Am J Public Health 1991. 81:106- 
109. 

9. Kost K. Forrest JD. American women's .sexual beliavior and 

exposure to risk, of sexually fr.nnsmitted diseases. Earn Plann 
Pcispcct 1992; 24:244-2.54. 

10. CDC. Sexual behaviors of STD clinic paiicnis before and after 

Earvin “Magic’* Johnson’s HlV-infection announcement — 
Maryland 1991-1992. MMWR 1993;42:45-48. 

11. CDC. Changes in sexual behavior and condom use associated 

with a risk-reduction program — Denver. I98S-199I. MMWR 
1992:4i:4l2-4!5. 

12. Kelly JA, Murphy DA. Roffman R.A, el ai. Acquired immu- 

nodeficiency syndrome/human immunotlefictcrcy virus risk 
behavior among gay men in small cities. Arch Irticm Med 
1992; 152:2293-2297. 

13. Valdiscrri RO, Lyter D, Leviton LC. Callahan CM. Kingsley 

L.A. Rinaldo CR. Variahies intluencing condom u.sc in a 
cohort of gay and bisexual men. Am J Public Health 1988; 
78;801-8f).5, 

14. Kelly JA, St I.4turcncc JS. Brasficicl TL. Predictors of vulner- 

ability to AIDS risk behavior relapse. J Consult Clin Psychol 
1991; 59:163-166. 

15. CDC. Condom use and sexual identity among men who have 

sex with men— Dallas 1991. MMWR 1993; 23:7-14. 

16. Schechler MT, Craib KJ. Willoughby B. si at. Patterns of 

sexual behavior and condom use in a cohort of homosexual 
men. Am J Public Health 1988: 7R:!5.35-I5.38. 

17. Silvestre AJ, Kingsley LA, Wehman P. Dappen R. Ho .M, 

Rinaldo CR. Changes in HIV rates and sexual behnviur 
among homosexual men 1984 to 1988/92. AmJ Public Health 
1993; 83:578-580. 

18. Upchurch DM, Brady WE, RcichartCA. Hook EW HI. Behav- 

ioral conirlbutions to acquisition of gonorrhea in palienis 
attending an inner-city sexuallv transmitted disc.'isc clinic. J 
Infect Dis 1990; 161:938-941, 

19. Holmes KK, Karon .IM, Kreiss ,1, The increasing frequency of 

hecerosexiiaily acquired AIDS in the United Siaie.s. 1983- 
1988. Am J Public Health 1990; 80:8.58-862. 


21 

20. Nwanyanwu OC, Conti LA, Cieselski CA. ci al. Increasing 

frequency of heterosexiu^ily transmitted AIDS in Southern 
F1<»rida; Artifact or reality? Am J Public Health 199?; 
83:571-57.3. 

21. Moran JS, Janes HR, Peterman TA. Stone KM. Incre.ase in 

condom sales following AIDS education and publicity. 
United States. Am J Public Health 1990: 80:60‘^-608- 

22. Upchurch D.M. Wci.sman CS. Shepherd M, et al. Interpartner 

reliability or repi>rti;tg of receai sexual behaviors. Am J 
Epidemiol 1991; 543:1159-1166. 

23. Solomon .MZ. DeJung W. Preventing AIDS and other STD.s 

through condom promotion: A patient education interven- 
tion. Am J Public Health 1989; 79:453-458. 

24. Zenilman JM, Erickson B, Fox R, Reicharl C. Hook EW 111. 

Effect of II IV Positest Counseling on STD Incidence. JAMA 
1992: 267:843-845. 

25. Olten MW. /.aidi AA, Wroten JE. Witte J.T, Peterman TA. 

Changes in sc.xually transmitted disease r.vics after HIV ic.si- 
jr.g positest counseling. Miami, 1988 to 1989. Am J Public 
Health 1993; 83:529-533, 

26. Centers for Disease Control. Sexually Iransraiticd disease surveil- 

lance 1991. DHRS-USPHS-CDC- Atlanta. GA; CDC. 1992. 

27. Erickson B. Wasserheit JN. Rompalo AM, Bruthwaite \V, 

Glasscr D. Hook EW 111, Routine voluntary HIV screening 
in the STD clinic clients: Characteriz.'ttion of infected clients. 
.Sex Traitsm Di.s 199(1; !7:!94-199. 

28. CDC. Interpretation and use of the Western Bio: assay for 

scradtagnosis of human immunodeficiency virus tvpe i in- 
feciions, MMWR 1989; 38(Suppl S-7);l-7. 

29. Hutchinson CM. Rompalo A.M. Reichart CA, Hook EW III, 

Characteristics of patients with svphilis attending Baltimore 
STD clinics. Arch Intern Med 1991: 151:511-516, 

30. Zenilman JM. Hook EW 111. Shepherd M. Smith K Kompalo 

AM. Cclcntano D. Alcohol and other substance use in STD 
clinic patients; Relationship with STDs and prevalent MIV 
infection. Sex Traastn Dis 1994:21.220-225. 

31. Clapper RL. Lipsitt LP. A retrospective study of risk taking 

and alcohol-meditated unprotected intcrcour.se. i Subst 
Abuse Treat 1991; 3:91-96. 

32. Laikin CA. Viahov D, Anthony JC. Socially desirable re- 

sponding and self-rcpo/ied HIV infection risk behaviors 
among intravenous drug users. Addiction 1993; 88:517-526. 

33. Brunham RC. Plummer FA. A general model of sexually 

transmitted di.sease epidemiology am! its implications for 
coiurot. Med Clin N Am 1990; 74:1.339-13.52. 

34. Louv WC, Austin H. Alexander WJ, Checks J. A clinical trial 

of rionoKynol-9 for prevening gonococcal and chlamydia 
infections. J Infect Dis 1988; 158:518-523. 

35- Roihenbcrg RB. The geography of gonorrhea: Empirical evi- 
dence of core group iransmi.ssion. Am J Epidemiol 1983; 
117:688-694. 

36. Rice ftJ. Roberts PL. Handsficld HH, Hoiircs KK. Sociode- 
tnographic diNtribution of gonorrhea incidence: Implications 
for prevcmioii and beliaviurul researcli, Am J Public Health 
1991; 81:1252-1258. 


[Material may be protected by copyright law (Title 17, U.S. Code)( 


460 


13. Background on Virginity Pledge Study 
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For Immediate Release 


Contact: Jeff Rosenberg 

301-972-0646 


Columbia Study of Virginity Pledges Reveals Much More About Teen Sexual Activity Than 
Media Reports Reveal, Notes The Medical Institute for Sexual Health 


AUSTIN, TX (March 12, 2004) - “A just-released follow-up study about youth who signed 
virginity pledges reveals much more about the sexual health and sexual decision-making of 
American young people than what is being reported in the popular press,” commented Joe S, 
Mcllhaney, Jr., MD, Chairman and Founder of The Medical Institute for Sexual Health. 

Dr. Mcllhaney criticized advocates who seized upon the study who dismiss abstinence- 
education programs as ineffective. He also noted that the study, released Wednesday at a 
conference by Columbia University professor Dr. Peter Bearman, finds some important health 
effects of virginity pledges. 

“First of all, we must realize that virginity pledges are not the same as abstinence-education. 
These programs generally include character and relationship education, skill-building to support 
healthy choices, information on sexually transmitted diseases (STD), and parent and teen 
communication skills. 

“While the Columbia study looked only at virginity pledges and their impact on later sexual 
activity of youth, the study did find important health effects, most notably that teens who took the 
pledge delayed sexual debut an average of 18 months and, after becoming sexually active, had 
fewer sexual partners. This is important because the number of sexual partners is the number one 
risk factor for contracting an STD.” 

Dr. Mcllhaney pointed out other important findings from the study: 

• The percentage of those 1 8 to 24 years of age who had intercourse before marriage 
was 88 percent among pledge takers and 99 percent among non-pledge takers. Those 
who signed pledges were therefore 12 times more likely than non-pledge takers to be 
virgins at marriage. 

■ Twice as many pledge-takers were married by age 23 as compared to non-pledge 
takers - it is therefore very possible that sexual activity of many pledge-takers was 
with their fiance. 

■ While the prevalence of STDs was essentially the same between the two groups - 
those who had not signed virginity pledges had slightly higher rates than those who 
did ~ it must be noted that STD rates in this study are for the period of the study only. 
Given the earlier age of sexual debut and higher number of sexual partners for youth 
who did not sign virginity pledges, it is reasonable to expect that these youth had 
more STD infections in the past than did pledge-takers. 



462 


• The Columbia study reports that, once sexually active, young people who had signed 
pledges were less likely to use condoms than young people who had not signed 
pledges. Yet the study reveals an almost equal STD rate among the two groups, 
raising questions about the effectiveness of condoms as an STD risk-reduction tool. 

It is interesting to note that of the group who used condoms the most, only 59 percent 
actually used condoms and that the group with the lowest condom use rate had the 
lowest STD rate. 

The Medical Institute for Sexual Health is a non-profit educational organization established 
in 1992 to identify, evaluate, and communicate credible scientific data to promote healthy 
decisions and behavior. To learn more about The Medical Institute visit www.medinstitute.org 
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National Institute of Child 
Health & Human Development 



January 5, 2001 

Virginity Pledge Helps Teens Delay Sexual Activity 

Teens who pledged to remain a virgin until marriage began sexual activity much 
later than their peers who did not take such a pledge, according to an analysis of 
data from a study funded by the National Institute of Child Health and Human 
Development (NICHD) and several other Federal agencies. On average, teens 
who took a public or written pledge to remain abstinent until marriage delayed 
having sex about one-third longer than comparable teens who had not pledged, 
the analysis showed. However, the effectiveness of pledging depended on the 
student's age. Among older teens (18 and older), pledging had no effect. Among 
16 and 17 year olds, pledgers delayed sex significantly compared to non- 
pledgers. Among the youngest teens, the effect of pledging depended strongly 
on the social environment of the teen’s school. 

Although the analysis showed that pledgers delayed sexual intercourse, it also 
indicated that among those teens who eventually did begin to have intercourse, 
pledgers were less likely to use contraception than were non-pledgers. 

"This analysis shows that virginity pledges can be an effective tool for delaying 
sexual intercourse in the teenage years,” said Duane Alexander, M.D., Director 
of the NICHD. "The analysis has provided sound, substantial information for 
educators and others who work with youth to take into account when planning 
interventions to help teens to avoid early sex and its associated risks," 

The analysis, conducted by Peter S. Bearman, Ph.D., now of Columbia 
University, and Hannah Bruckner, Ph.D., now of Yale University, appears in the 
January American Journal of Sociology. The researchers conducted their 
analysis on information from the National Longitudinal Study of Adolescent 
Health (Add Health), a comprehensive survey of 90,000 seventh through twelfth 
graders. The survey was designed to measure the effects of family, peer group, 
school, neighborhood, religious institution, and community on behaviors that 
promote good health. Detailed information about the survey is available 
http://www.cpc.unc.edu/addhealth http://www.cpc.unc.edu/addhealth . A summary 
of the survey and other explanatory materials are available at 
http://www.nichd.nih.qov/new/releases/adolescent.html . Dr. Bearman co- 
designed the Add Health survey while he was at the Carolina Population Center 
of the University of North Carolina at Chapel Hill (UNC-CH). 
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The study found that as of 1995, more ttian two and a half million adolescents 
had taken spoken or written pledges to remain virgins until they marry. The 
Southern Baptist Church began the pledge movement and it has since grown to 
include hundreds of church, school, and college chapters. The movement is 
loosely organized around more than 80 independent organizations that sponsor 
public pledges and rallies. 

"Early sexual intercourse increases the risk for unwanted pregnancy and sexually 
transmitted diseases such as AIDS,” said Christine Bachrach, Chief of NICHD's 
Demographic and Behavioral Sciences Branch. "The research by Drs. Bearman 
and Bruckner highlights a potential strategy for prevention efforts that should be 
tested further in experimental studies." 

The two researchers began by analyzing information from adolescents who were 
virgins when the Add Health survey began. The researchers compared the 
likelihood of later having sexual intercourse among both pledgers and non- 
pledgers. The researchers noted that pledgers and non-pledgers differed in many 
respects. 

Compared to non-pledgers, pledgers were more likely to be religious, of Asian 
ancestry, to score lower on a verbal vocabulary test, and to be in a romantic 
relationship. They were also less advanced in pubertal development, on average, 
than were non-pledgers. Dr. Bearman noted that three of these factors, 
independent of the virginity pledge, are likely to result in adolescents delaying 
sexual intercourse: being more religious, of Asian Ancestry, and less advanced in 
pubertal development. However, the differences between pledgers and non- 
pledgers did not account for pledgers' greater success in delaying sexual activity. 
When compared to non-pledgers having these same three characteristics, 
pledgers still were more likely to delay sexual activity a third longer than were 
non-pledgers. 

The researchers found that the effectiveness of pledging among the youngest 
teens depended on the characteristics of their school. In socially "open" schools- 
those in which students had a large number of friends and romantic ties outside 
the school-the effectiveness of pledging increased with the number of students 
who pledged. In fact, each one percent increase in the proportion of students 
pledging resulted in a two percent increase in delaying sexual intercourse. 
Pledgers appeared to need the social support of fellow pledgers in order to 
remain abstinent. 

The researchers observed a very different effect in socially "closed" schools. In 
these schools-where most friendships and romantic ties occur within the school-a 
higher percentage of pledgers actually decreased the pledge's effectiveness. If 
comparatively few adolescents in these schools pledged, pledging was effective 
in delaying sexual intercourse. However, if 30 percent or more of the students 
pledged, pledgers were no more likely to delay sexual intercourse than were non- 
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pledgers. The researchers theorized that the pledge may appeal to some 
students because it gives them a unique identity, apart from the crowd. After too 
many of their fellow students joined them in pledging, abstinence lost its special 
appeal. The researchers noted that socially closed schools are in the minority, 
composing only 30 percent of schools in the survey. 

"Once the pledge becomes normative, it ceases to have an effect," Bearman and 
Bruckner wrote. "The pledge identity is meaningful, consequently, only if it is a 
minority identity, a common situation for identity movements." 

The researchers also examined the consequences of breaking a pledge. 

Previous studies have found that girls who began having sex experienced a 
slight decrease in self-esteem. Teens who broke their pledges, however, suffered 
no greater loss of self-esteem than did non-pledgers who began having sexual 
intercourse. 


### 



466 


14. Congressional Women’s Caucus Letter of 
Support for HPV Education Law 
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Thursday, October 26, 2000 


► PUBLIC HEALTH & EDUCATION 

7 HUMAN PAPILLOMAVIRUS; Women’s Caucus 
Urges Hastert's Support for Education Proposal 


The Congressional Women’s Caucus yesterday wrote a letter to House 
Speaker Dennis Hasten (R-Ill.) expressing its "support for language addressing 
the human papiDomavirus ." Slating that the caucus "recognize[s] that HPV is 
associated with nearly all cancers of the cervix," the letter continues, "[w]e 
support efforts to educate all Americans about HPV so that women can make 
fully informed choices that will affect their health." The caucus members also 
pledge their support of educating health care providers about HPV "so they are 
fully prepared to identify and care for those who are infected." They added, 

"We feel strongly that women need to be encouraged at all levels about the 
importance of regular pap smears, which can detect cervical cancer in its earlier 
stages." The letter concludes by asking for Hastert's support in enacting an 
HPV education and prevention proposal (Women’s Caucus letter, 10/25). The 
group did not specify whether it supported any specific existing legislative 
proposals regarding HPV, Deborah Arrindell, senior director of public policy at 
the American Social Health Association , stated tJiat "we support the efforts of 
Congress to increase education and awareness about HPV and emphasize the 
importance of screening. Increased awareness about HPV and cervical cancer 
prevention will reduce unnece.ssary deaths from this preventable cancer" 

(Ingrid Dries-Daffner, Kaiser Daily Reproductive Health Report, 10/25). 


The Kaiser Daily Reproductr^e Health Report is published for ihe kaisemetwork.org, a free 
service of The Heniv J. Kaiser Family Foundation by National Journal Group Inc. © 2000 
by National Journal Group Inc. and Kaiser Family Foundation. Ail rights reserved. 
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Congress of rtjp ^nitetj ^fafes 

^ouse ot 3REpr«riitatibes 

QStosfimgton, SC 2051S 
October 25, 2000 

The Honorable Dennis Hasten 
The Speaker 
H232 Capitol 
Washington, D.C. 20515 

Dear Ml. Speaker, 

Wc arc -writing to express our support for language addressing the human papilloma virus 
(HPV) during these last days of the 1 06th Congress. 

While the vast majority of HPV infecu'ons do not lead to serious problems, and only a small 
percentage can lead to cervical cancer, we recognize that HPV is associated with nearly all cancers of 
the cervix, ht 1999, it was estimated that 12,800 cases of invasive cervical cancer would be diagnosed 
in the U.S. and that 4,800 women would die from cervical cancer. Unfortunately, most Americans 
have never even heard of HPV. 

We support efforts to educate all Americans about HPV so that women can make fully 
informed choices that -will affect their health. We also support efforts to educate health care providers 
about the disease so they are fully prepared to identify and care for those -who arc infected. Finally, we 
feel strongly that women need to be encouraged at all levels about the importance of regular pap 
smears, which can detect cervical cancer in its earlier stages. 

Bducation and awareness about HPV is extremely important. We urge your support for these 
efforts and look forward to working with you to enact an HPV education and prevention proposal this 
year. 


We thank you for your consideration. 
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15. ACOG’s Opposition to HPV Education Law 
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FOCUS ON 


SOCIAL ISSUES 



Abstinence and Purity Policy 


Public Policy Issues 


Condom Cover-up: "Safe-sex" advocates are 
manipulating the medical accuracy debate 

March 2, 2004 (Updated: March 18, 2004) 

by Jerry Gramckow 

They called a meeting for supporters of medically Inaccurate sex 
education and no one showed up. Can't imagine why. So, next they 
held a reception for proponents of fear-based sex education. Empty 
room. Hmm. 

Ii a July 2002 speech, Planned Parenthood President Gloria Feldt 
stated that first on her federation's five-point agenda for the 21st 
century is to codify "medically accurate" sexuality education. "We 
can harness our power to advance our agenda by working together 
with one vision, one goal, one set of issues, one message spoken by 
many voices," Feldt stated. ‘ 

Planned Parenthood has been behind numerous efforts to introduce 
and pass so-called "medically accurate" sex education bills at the 
federal level and in many states— in some states where the bills have 
failed, they have been introduced again and again. 

Speaking before the California State Assembly in 1999, Katherine 
Kneer, CEO of Planned Parenthood Affiliates of California, said, 
"Despite overwhelming public support for responsible sex education, 
we continue to find some school districts in California adopting 
medically inaccurate and fear-based sex education curricula that 
endanger young people."^ 

By labeling their version of sex education "medically accurate" and 
their opposition's version inaccurate and "fear based," Planned 
Parenthood and friends had captured the strategic high ground in the 
cultural war of words. After all, what parents would want their kids to 
learn a fear-based and medically inaccurate form of sex education? 
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What parents would want their kids to learn a fear-based and 
medically inaccurate form of sex education? 


However, with the recent (but long-delayed) government admission 
that condoms are not effective in preventing the spread of human 
papillomavirus (HPV),^ the medical accuracy mantra is boomeranging 
back at the "safe-sex" crowd. Now, the same people and organizations 
that have regularly rolled out bills and initiatives requiring "medical 
accuracy" in sex education are demanding that the latest and most 
accurate condom studies be concealed. 

Every year 5.5 million Americans contract HPV, a sexually transmitted 
virus that can lead to cervical, penile and anal cancer. In fact, several 
studies have concluded that HPV is the leading (some say only) cause 
of cervical cancer. 

So why do Planned Parenthood and other "safe sex" promoters want to 
hide these medically accurate facts? Quite simply, because they fear 
that exposure to the truth about HPV will lead to an erosion of public 
confidence in condoms— and condom promotion is, after all, the 
foundation for "safe sex." 

History of the HPV/condom cover-up 

When Congressman Tom Coburn (R-OK) introduced the Breast and 
Cervical Cancer Treatment Act in 1999, "safe-sex" advocates quickly 
went on the defensive. Julie Scott, field representative for the 
American College of Obstetricians and Gynecologists (ACOG) stated, 
"HPV should not be singled out. Just as you should not single out HIV." 

ACOG continued to encourage condom use for HPV prevention, despite 
the fact that the National Cancer Institute had concluded, "Condoms 
are ineffective against HPV....'"* 

In 2000, ACOG boasted it "worked closely with the Senate to ensure 
that the HPV provisions were not included in the Senate [version of 
Coburn's] bill."® 

To address the Senate opposition. Rep. Coburn sent a letter to Senator 
Tom Harkin "clarify[lng] any confusion" about his HPV proposal. 
Coburn's letter responded to a CongressDaily article that claimed the 
provision "requires a warning label on condoms stating that they do 
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not protect against the spread of HPV." Senator Harkin had called such 
a label a "sticking point" for the bill. Coburn explained that the bill's 
language did not call for a warning label; instead the provision "merely 
states that the FDA must ensure that the existing condom labels are 
'medically accurate and not misleading."' Coburn added, "It also 
directs the CDC to conduct studies to determine the prevalence of HPV 
and develop HPV prevention and education programs for the public 
and health care providers."® 

On July 31, 2000, Lifestyle ! Cobom-s proposal. ' 

condoms claimed in a press release 

'7 iconnaenaauv ro stav-e neam 

about its new succulent flavors j tjeodrtments mi an eiioit ro monitor I 

condoms that, "According to the | eDitiemM... io-jmUiv at-i is> 

Centers for Disease Control and l popuiations and anaivze an'* 

Prevention, the proper and i changes in transinissioi . „0Durt 

consistent use of latex condoms is i saiu Lnai. me CDC aireanv requires , 

the most effective way to prevent | physicians to report cases o- 

the spread of such diseases as HIV, i inrectious Diseases, nowever ; 

AIDS and HPV."^ In response to the j extend that requMemen: ■ 

Lifestyle press release, the , r., 

Physicians Consortium wrote the 

following as part of a letter to 

Ansell Healthcare (parent company 

of Lifestyle condoms) : 

Your publicity campaign for 
Lifestyle condoms has ail the 
appearances of ignoring 
science for the sake of selling 
a product. For years the 
public health community and 
condom industry have been 
reluctant to disclose the truth 
about the Inability of 
condoms to prevent the 
spread of HPV, and to a 
lesser degree, chlamydia and 
herpes genitalis— type 2. 

Please send us any documentation from the CDC that 
supports your public statements. Absent such 
documentation, we can only consider your promotional 
activities to be an irresponsible threat to the health of 
millions of women.® 


I Lu nrv. wiuui lu'' j-u.- etiuiniuLt;*.' 

I afitctr, 4b iiiiiiion Arnencan-b -anci is 
i responsiDle tor 99.7% ot ail 
I cervical cancers, in a reiaret 
i amendment, Coburn wouio reauire 
i condom packayes to reature 
I warning iabei in the same si.vie as 
f^ose Oh tobacco and alcohol 
j proQuets. Coburn suggests In, 
j following warning; 'Ine Naiiona 
I Cancer Institute has ronriu ir,;-! 
i condoms aie ineTferrivj ii 
j preventing the transinission .-r inc- 
ihuman Dapiiloma virus, tin- cai.M-o oi 
i cervical cancer. 

I Mationac Cervical Canser 
I Coalition , 
j http:/ /wvMijaece- 
i oniine.uru/new&_0064.hlii> 
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In her reply to the Physicians Consortium, Ansell's regional director 
wrote the following: "Our public relations firm prepared the release 
and mistakenly included HPV'among the diseases for which latex 
condoms provide protection [emphasis added]."® 


"Our public relations firm prepared the release and mistakenly included 
HPVamong the diseases for which latex condoms provide protection. 


Three days after the letter to the Physicians Consortium, Lifestyle 
Condoms issued another press release with no direct reference to 
condoms as being protective against HPV, instead inferring that 
condoms make sex "safe and responsible," but not openly correcting 
its error in the previous press release. The Physicians Consortium 
followed with ietters to Ansell and to the Food and Drug Administration 
(FDA) making clear that Lifestyle's amended press release did nothing 
to erase the misinformation of the first release.*® 

Deborah Wolf, at the FDA's Office of Compliance Center for Devices 
and Radiological Health then wrote in a November 17, 2000, letter to 
Ansell, "Ansell's second press release does not adequately correct the 
misinterpretation created by the first press release."** 

In December 2000, the Physicians Consortium filed a Freedom of 
Information Act Request with the Department of Health and Human 
Services, calling for "Any and all additional correspondence and 
guidance provided to said condom manufacturers dealing with issues 
of implementation, correspondence from condom manufacturers and 
any and all Industry trade groups, and any and all correspondence 
between federal agencies relating to said guidance."*^ 

In a February 2001 letter to Congressman Coburn, the FDA stated that 
Ansell/Lifestyle's removal of the HPV reference from its press release 
(without directly acknowledging its earlier misstatement) was an 
"appropriate" revision. 

In July of 2001 the National Institute of Allergy and Infectious 
Diseases, National Institutes of Health and the U.S. Department of 
Health and Human Services released a report the agencies had sat on 
for a year. "Scientific Evidence on Condom Effectiveness for Sexually 
Transmitted Disease (STD) Prevention" reported that condoms are 
approximately 85 percent effective in preventing the spread of HIV 
and somewhat effective in preventing female-to-male transmission of 
gonorrhea. 
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Beyond that, the top public health 
specialists in the nation concluded in the 
report that evidence is insufficient to cite 
condoms as being effective in preventing 
the spread of any of the other 25 or more 
STDs. Regarding HPV, "the Panel 
concluded that there was no epidemiologic 
evidence that condom use reduced the risk 
of HPV infection.,.." 

Even with a Capitol building press 
conference calling for the resignation of 
CDC Director Jeffrey P. Koplan, this 
landmark report got little mainstream 
media attention. 

The silence persists 

The CDC released its HPV report (the one 
saying It cannot recommend condoms as a 
primary prevention method against HPV 
transmission) on February 4, 2004. Nearly 
four weeks later, among major media 
outlets, only The Washington Times had 
reported on the CDC finding and its report 
to Congress. 


i "Despite the racr tnar it is: 

I tne most common sexuanv i 
I transtuitreu virus in cns 
i United btates, over three- ■ 
I tourtns of tne responoentr, 

I in a recent po!l nave never . 
i heard of HPV. CDC. trie 
I federal aaency cnarqeii 
j with disease orevention. 
i provides no puidance to i 
I states on how to cuitail the i 
j spread of HPV oi 
I ieaoersnip to health care 
I providers on now to 
I counsel or even recognize 
I those With the vsius, 

1 Because of tnis failure, 

! thousands will die ever,' 

( year artd niiiiions more win i 
I become infected and pass 
I the disease onto others, in i 
I addition, the organizatior. ■ 

I which claims to advocate 
I for women's healtii, tne: 

I American Goliege of 
I Obstetricians and 
I Gynecologists (ACOG), has ■ 

I aggressively opposed 
I'Gongressionai efforts to 
I educate the public about 
I HPV." XWF Atert on 
I Condom Warning! Labels i 
I 6/13/2000 


I tm fc ipmo ent Women's 
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' ; Uiti COC report on HPV ; ■- >■ 

I http:/ ^www.cdc.gov/nchstp/dsW/HPVIftlti.^ft.'.;* 
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I I'ate a Copy Of the CD£'s HPV jtep4»t to a scnco; ocjt;. 
.'.ideciric, unu insist tire school's sex education osMiurr- - 

, srv.Gt;r.ts or coouorh mefiectiveness aqfeinst HPv. 

> Write to youi< iocOS, state and iMef-ai represontatwes anti i 

■ .nsisi ttiev supportitruiy rnedjca!iv:accyrate sex educat.oi! 

■ li'Liuaes trie rifv rdoort and the fiiiidinds ot tne rnuiti-aociu.- 
. reoor' i^cienlitic tfidence on CortiJom| fctfectiveness ro- 

j bexuanv 7 ransjiTiitted Disease (S'fii» HfevenLior;' lavaiiaoie as 
I POf aE ? I 

I htto:/ / wwwillihid!^^ ^ds/ condomrepprc.pa h . 


‘"Winning with Agenda Discipline," Planned Parenthood Federation of America 
"Speeches" Web site, 

http;//www.planned parenthood.org/about/thisispp/president.html 

^"California State Assembly Approves Bill that Sets New Standards for Sex Education 
In Schools," PPAC: News Stories, Planned Parenthood Affiliates of California, 
6/3/1999, http://www.ppacca.org/news/read.a5p?ID=75 

^"The available scientific evidence is not sufficient to recommend condoms as a 
primary prevention strategy for the prevention of genital HPV infection." REPORT TO 
CONGRESS, Prevention of Genital Human Papillomavirus Infection, p. 4 

http://www.cdc.gov/std/HPV/2004HPV%20Report.pdf 

“'Letter from Richard D. Klausner, Director of National Cancer Institute to Tom Bliley 
Jr., Chairman of the House Commerce Committee, February 16, 1999. 

^ACOG Legislative News, 10/6/2000 

^he Kaiser Daily Reproductive Health Report, 10/25/2000 (also see HPV Update — 
October 2000 Date: Sun, 29 Oct 2000 15:59:41 -0500, October 2000, 

http;//www.beyondaids.org/hpvupdate.html) 

^http://www.physconsortium.com/pdfs/aoacu_press_release_07_31_00.pdf 

^Physicians Consortium letter to Mr. Harry Boon, CEO, Ansell Healthcare, August 30, 

2000, 

http://www.physconsortium.com/pdfs/aoacu_pc_to_ansell_08_30_00.pdf 
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’Letter from Kerry A. Hoffman, Regional Director, Ansel! Personal Healthcare, 
September 8, 2000, 

http://www.physconsortium.eom/pdfs/aoacu_ansell_to_pc_09_08_00.pdf 

'“Lifestyles Condoms press release, September 11, 2000, 

http://www.physconsortium.com/pdfs/aoacu_amended_press_release 

_09_ll_00.pdf 

“Letter from Deborah Wolf, FDA, to Harry Boon, CEO of Ansell Healthcare, Nov. 17, 

2000, 

http://www.physconsortium.eom/pdfs/aoacu_fda_to_ansell_ll_17_00.pdf 

'^Physicians Consortium letter to United States Department of Health and Human 
Services, http:/ / www. physconsortium.com / pdfs/ 
aoacu_pc_to_foia_off icer_l 2_1 l_OO.pdf 
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You at e nov-’ in the DaiJy Reports Archive. 

Kaiser Daily HIV/AIDS Report 

Monday, October 25, 1999 


PUBLIC HEALTH & EDUCATION 


HPV; Coburn Will Offer Amendments on Tracking, Condom 
Warning Labels Despite ACOG Protest 

The Breast and Cervical Cancer Act of 1999 — which would allow states to provide 
low-income women who do not qualify for Medicaid with access to cervical and breast 
cancer screening and treatment — is slated for a House Commerce Committee mark up 
Thursday, and Rep. Tom Coburn (R-OK) said he will offer his amendments to the bill, 
despite protests from the American College of Obstetricians and Gynecologists and 
other women's health groups regarding his recent statement that sexual abstinence 
outside of marriage is the only way to protect against the human papilloma virus . His 
proposed amendments to the bill, sponsored by Reps. Rick Lazio (R-NY) and Anna 
Eshoo (D-CA), include mandates that the CDC conduct "sentinel surveillance" as well 
as other studies to determine the prevalence of HPV in various regions. HHS would then 
be required provide Congress with the best strategies for prevention and how to make 
HPV a "reportable disease" within two years. Finally, Cobum will propose that warning 
labels be placed on condoms alerting users "that they do not effectively prevent the 
transmission of HPV and that HPV can cause cervical cancer,” 


ACOG’s Beef 

In a letter responding to Cobum's statement on HPV prevention, Drs. Ralph Hale, 
ACOG's executive vice president, and William Hoskins, president of the Society of 
Gynecologic Oncologists, assert that they "agree with [Cobum] that HPV is a major 
public health concern and that more information should be available to help stop 
transmission of this disease." However, they were "alarmed" by Cobum's abstinence 
stance, and in particular, his "suggestion that all women with HPV will get cervical 
cancer, and that by avoiding HPV, women can absolutely avoid cervical cancer." Hale 
and Hoskins argue that "all men and women engaged in sexual intercourse, whether in or 
outside of marriage, are in danger of transmitting and receiving HPV." Further, they 
assert that "married couples are not shielded from this disease anymore than anyone 
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else," because research "has proven that HPV can lie dormant and undetected in 
individuals and can be unknowingly transmitted to a sexual partner, including a spouse." 
They maintain that "while there are millions of women infected with HPV, only a small 
percentage of these women will ever develop significant cervical neoplasia, leading to 
cervical carcinoma." Hale and Hoskins conclude by requesting that Cobiun alter his 
legislative proposals. Writing in response. Cobum maintained that virtually all cervical 
cancer is caused by HPV, and said that ACOG should offer some specific changes to his 
amendments. "What has ACOG done [to address HPV]? Zero," Cobum said, adding that 
the issue has become controversial because "it's not politically correct" to suggest 
abstinence. And he maintains, "You cannot have sex safely outside marriage." Roland 
Foster, Cobum's senior legislative assistant, said Cobum had not received a response 
from ACOG regarding specific recommendations or changes to his amendments 
(Amanda Wolfe, Kaiser Daily Report, 1 0/25). 


Kaiser Daily HIV/AIDS Report 


((•)) 
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Kaiser Daily HIV/ AIDS Report 


Thursday, October 28, 1999 

POLITICS & POLICY 


HPV; Coburn Amendments Folded Into Breast and Cervical Cancer 
Treatment Act; Markup Scheduled Today 

Amendments Rep. Tom Cobum (R-OK) proposed to the Breast and Cervical Cancer 
Treatment Act concerning the connection between cervical cancer and the human 
papillomavirus will be included in this morning's scheduled House Commerce 
Committee markup, despite the continued objections of the American College of 
Obstetricians and Gynecologists. The measure would allow states to extend Medicaid 
coverage for breast and cervical cancer-related treatments for certain low-income women 
diagnosed through the CDC's early detection program. Cobum's amendments direct the 
CDC to begin tracking and reporting HPV, as well as implement an HPV research and 
education program. He is also seeking HPV-related condom warning labels stating that 
condoms are not effective against HPV, and that HPV can result in cervical cancer. 
ACOG opposes the warning label, asserting that it will deter condom use and further 
spread other preventable STDs, such as HIV. 


Poison Pens? 

In a series of letters, ACOG lobbed criticism at Cobum for his suggestion that 
abstinence was the only method to prevent HPV, and expressed concern that the 
congressman has not "made clear that not all women diagnosed with HPV will develop 
cervical cancer." ACOG maintains that while specific strains of HPV may cause cervical 
cancer, scientific data also suggests that smoking, failure to obtain regular cytologic 
screenings and immunosuppression also could impact a woman's chances for developing 
the disease. However, in a subsequent letter to Cobum, ACOG and the Society of 
Gynecologic Oncologists said they were willing to work with Cobum in crafting 
legislative proposals that would address HPV and its connection to cervical cancer. As 
evidence of their opposition to the proposed condom label, ACOG sent out another letter 
this week assuring committee members they were "still committed" to the HPV issue, and 
as the legislation moved forward, they would continue to seek approval to change the 
language of the bill. 


Condoms Still Work 

Julie Scott, ACOG's federal representative, said, "HPV should not be singled out. Just 
as you can't single out HIV." Instead, the group suggested that the label inform 



481 


consumers about the effectiveness of condoms against disease transmission and should 
utilize "medically accurate," up-to-date research. Scott added that the label should be 
crafted "delicately," so as not to discourage all condom use. ACOG wants to ensure that 
women don't receive the wrong message about condoms, she said, and that they 
imderstand that condoms still are critical for protecting against STDs including HfV. 
Scott added, "If you put out a fear message, that will only lead to huge problems." Scott 
also advocated that HPV be clearly defined, to avoid confusion with HIV, and that 
women should understand that not all cases of HPV lead to cervical cancer. ACOG's 
current patient education concerning HPV "still encourages condom use," telling women 
that some cases of HPV can be prevented by using condoms, and encourages regular 
screenings and PAP tests, Scott said, adding that if the language remains unchanged after 
the committee markup, "That doesn't mean the issue is over." But Roland Foster, 
Cobum's senior legislative aide, dismissed the group's proposal as "a desperate attempt 
by ACOG to save face on an issue they have been AWOL on" (Amanda Wolfe, Kaiser 
Daily Report, 10/28). 


Kaiser Daily HIV/AIDS Report 
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Tom A. Coburn, M.D. 

Press Release 

FOR IMMEDIATE RELEASE Contact: Michael Schwartz 

October 28, 1 999 (202) 225-270 1 

Coburn Asks ‘Where’s ACOG?’ as 
Cancer Bill Is Approved 



WASHINGTON — The House Commerce Committee unanimously approved legislation 
intended to fight cervical and breast cancer, despite the opposition of the American College of 
Obstetricians and Gynecologists to a cancer-prevention amendment proposed by Rep. Tom A. 
Cobum (R-OK), a physician who specializes in family practice and obstetrics. 

The bill, jointly sponsored by Reps. Rick Lazio (R-NY) and Anna Eshoo (D-CA), 
authorizes treatment for uninsured women diagnosed at federally-funded health centers with 
breast or cervical cancer. 

During negotiations on the bill. Cobum noted that the primary cause of cervical cancer 
has been identified as human papillomavirus (HPV), a sexually transmitted disease. He urged 
that, in addition to providing treatment, the legislation should also emphasize prevention, and the 
sponsors accepted an amendment authored by Coburn to fight the spread of HPV. 

The Cobum amendment requires the Centers for Disease Control to study the prevalence 
of HPV infection and to carry on educational activities about HPV among health care providers 
and the public. It also directs the Food and Dmg Administration to develop a warning label for 
condom packages to advise consumers that the National Cancer Institute has found condoms to 
be ineffective in preventing the transmission of HPV. 

While the Coburn amendment was accepted by both Republicans and Democrats on the 
Commerce Committee, it was opposed by the American College of Obstetricians and 
Gynecologists (ACOG). 

“ACOG has been AWOL in the fight to protect women’s health in recent years,” charged 
Cobum. “For some reason, they have taken the position that ignorance is better than knowledge. 
When we proposed that pregnant mothers be tested for HIV so they would get treatment and not 
pass the vims on to their babies, ACOG came out in favor of ignorance. When we proposed 
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testing newborn babies so we could get the same benefits, ACOG came out in favor of ignorance. 
Now that we have achieved a consensus ia favor of shedding light on the HPV epidemic, ACOG 
is still in favor of ignorance. 

“It is very disappointing that the organization most directly concerned with the health of 
American women has not done what it could have done to help prevent disease. I hope that 
when we take our next step in Congress to improve women’s health, ACOG will be pulling with 
us instead of against us.” 

- 30 - 
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You ara now in the Daily Reports Archive, 

Kaiser Daily HIV/AIDS Report 

Friday, October 29, 1999 


POLITICS & POLICY 


HPV: Committee Clears Breast and Cervical Cancer Treatment 
Act; Adds Coburn Amendments 

The House Commerce Committee yesterday unanimously approved the Breast and 
Cervical Cancer Treatment Act including Rep. Tom Cobum's (R-OK) amendments to 
address HPV . The bill would allow states to extend Medicaid coverage for breast and 
cervical cancer-related treatments for certain low-income women diagnosed through the 
CDC's early detection program. Under the bill, the federal government would reimburse 
states for at least 75% of the treatment costs for women diagnosed in the federal 
screening programs who are ineligible for Medicaid but are under age 65, lack health 
insurance and have incomes up to 250% of the poverty line (Rich, National Journal 
News Service, 10/28). The measure was delayed for several weeks while Reps. Rick 
Lazio (R-NY) and Anna Eshoo (D- CA), the bill's sponsors, worked out an agreement 
with Cobum, settling on amendments that call for the CDC to track HPV cases and 
create a public assistance program, as well as direct the FDA to create a label on 
condom packages to warn users that condoms do not effectively prevent HPV and that 
HPV can cause cervical cancer (Rovner, CongressDaily/A.M., 10/29). In her 
introductory remarks before the committee, Eshoo called the amendments a "good 
compromise" and one she believed the entire committee could accept (Amanda Wolfe, 
Kaiser Daily Report, 10/29). In earlier coirunittee meetings. Rep. Henry Waxman (D- 
CA) was wary of adding Cobum's amendments and had called for further research on 
HPV. Asserting that he "strongly" supported the bill, Waxman still expressed concern 
about the condom label. He said that in informing people of the fact that condom use 
may not block the transmission of HPV, "we want to be sure that we do not end up with 
an unintended effect of confusing people about the situations when condoms do work — 
in HIV transmission to name only one, and actually reduce their use. I fear that the 
requirements that both the label and all labeling include information on HPV can result 
in so much information on a small package that it reduces the effectiveness of any 
information" (Waxman release, 10/28). Waxman is not alone is his criticism of the 
amendments. Cobum, who has drawn the ire of the American College of Obstetricians 
and Gynecologists, lashed out at the group yesterday for not supporting his condom 
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label proposal, saying, "It is very disappointing that the organization most directly 
concerned with the health of American women has not done what it could have done to 
help prevent disease. I hope that when we take our next step in Congress to improve 
women's health, ACOG will be pulling with us instead of against us" (Cobum release, 
10/28). 


Kaiser Daily HIV/AIDS Report 
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Tom A. Coburn, M.D. 

Press Release 


FOR IMMEDIATE RELEASE Contact: John Hart 

May 9, 2000 (202) 225-2701 

COBURN VOTES TO CREATE 
CONDOM WARNING LABELS 

Criticizes American College of Obstetricians and 
Gynecologists for HPV cover-up 

(Washington, D.C.) — U.S. Representative Tom Cobum (R-OK), a practicing physician, 
today voted for the Breast and Cervical Treatment Act, H.R. 4386, a bill that includes a provision 
requiring the creation of condom warning labels which will slate that condoms do not prevent the 
transmission of HPV (human papillomavirus) and that HPV can cause cervical cancer. The 
condom warning label provision enjoys bipartisan support and was one of the HPV prevention 
measures passed unanimously in the House Commerce Committee last fall. 

"HPV, like smoking, is deadly. The link between HPV and cervical cancer is as 
undeniable as the link between smoking and lung cancer but most Americans have never heard of 
HPV. Congress has an obligation to educate the American people about the risk of contracting 
this dreaded virus. Condom warning labels will save lives and end the conspiracy of silence 
surrounding HPV,” Coburn said. 

HPV is the most common sexually transmitted disease and is the cause of virtually all 
cases of cervical cancer. The virus is present in 99.7 percent of all cervical cancers according to 
a study published last year in the Journal of Pathology. Five thousand women die from cervical 
cancer every year. 

Many sexually active Americans believe that using a condom will protect them from 
STDs, but this is not the case with HPV. According to Dr. Richard Klausner, the Director of the 
NCI, “condoms are ineffective against HPV because the virus is prevalent not only in mucosal 
tissue (genitalia) but also on dry skin of the surrounding abdomen and groin, and can migrate 
from those areas into the vagina and cervix." 


— more — 
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The American College of Obstetricians and Gynecologists is the only health care 
advocacy organization to oppose educating the public about HPV. Organizations such as the 
Medical Institute for Sexual Health, the Independent Women's Forum, and the Institute for Youth 
Development all support the HPV provisions in H.R. 4386. 

“As a practicing physician who has cared for countless young women with this horrible 
disease, 1 was dismayed that AGOG has actively lobbied against HPV education and prevention 
efforts. ACOG doesn’t dispute the facts about the link between HPV and cervical cancer; they 
simply prefer to keep women in the dark about this potential killer. In short, ACOG is AWOL in 
the war against HPV. 

“There is no evidence to support ACOG’s claim that condom warning labels will 
discourage condom use and place women at greater risk of HIV infection. Every year, more 
women die of HPV-related cancer than AIDS. In addition, ACOG’s aggressive opposition to 
congressional efforts to even educate the public about HPV shows that they are more interested 
in protecting their safe sex ideology than the health of women,” Cobum said. 

m# 



May 12, 2000 


IWF Congratulates the US House of Representatives for 
passage of the Breast and Cervical Cancer Treatment Act 


The Independent Women's Forum congratulates the House of 
Representatives for passage of the Breast and Cervical Cancer 
Treatment Act on May 9th. This bill will guarantee treatment for 
women diagnosed with breast and cervical cancer. It will also 
highlight one of the causes of cervical cancer: a little known yet very 
widespread and often deadly virus called human papillomavirus, or 
HPV. 

Twenty-four million Americans are believed to be infected with HPV. 
While everyone infected with HPV will not develop cancer, every year 
15,000 cases of cervical cancer are diagnosed and 5,000 women die 
from the disease. 

Despite the fact that HPV is so pervasive and claims thousands of 
lives every year, most Americans have never heard of the disease. 

The Breast and Cervical Cancer Treatment Act would make cervical 
cancer prevention a priority. It does this by requiring the Centers for 
Disease Control and Prevention to develop educational materials for 
health care providers and the public regarding HPV. It directs the 
CDC to determine the prevalence of the disease. And it requires 
condom packages to include educational information that HPV is the 
cause of cervical cancer and that condoms do not prevent the 
transmission of HPV. 
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This is an extremely important point to note. Many sexually active 
Americans think that using a condom will protect them from sexually - 
transmitted diseases. Unfortunately, this is not the case with HPV. 
According to the National Cancer Institute, the evidence that 
condoms do not protect against HPV is so definitive that "additional 
research efforts by NCI on the effectiveness of condoms in 
preventing HPV transmission is not warranted." The American 
Cancer Society has concurred, stating "research shows that condoms 
cannot protect against infection with HPV." 

The Independent Women's Forum is dismayed that the American 
College of Obstetricians and Gynecologists (ACOG) has actively 
lobbied against HPV prevention efforts. ACOG, which should 
represent the health care needs of women, in this case is acting to 
keep women uninformed about this potential health risk. ACOG is the 
only health care advocacy organization to oppose educating women 
and the American public about HPV. 

Additionally, U.S. Reps. Henry Waxman (D-CA), Connie Morelia (R- 
MD), Louise Slaughter (D-NY) and Diane DeGette (D-CO) spoke 
against the HPV education provisions during the House debate. 
These members of Congress and ACOG owe women an explanation 
as to why they think women should be ignorant about a disease that 
could take their lives. 
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Label would warn 
of risk in ‘safe’ sex 

Cigarettes have warning labels. So do lavvn movvers and 
ladders. Now. if Rep. Tom Coburn, R-Okk, has his w^ 
condoms will, too. 

The House voted 421-1 Tuesday for a bill that includes 
obstetrician Cobum’s proposal to require warning labels 
on condom packages. The labels would state that con- 
doms do not prevent transmission of the human papfflo- 
mavirus (HPV). Studies have 
shown that certain types of HFV 
cause fervical cancen 
Startling as the idea is, condom 
warning labels make sense. The 
National Cancer Institute states 
that condoms arc “ineSective" in 
stopping the spread of HPV. The 
public deserves to know there is 
no such thing as safe sex. 

Curiously, the American Col- 
lege of Obstetricians and Gyne- 
cologists has tried to defeat Co- 
bum’s plaa It contends that 
warning, the public of the dangers of HPV will discourage 
condom usage across the board - despite the absence of 
scientific or anecdotal evidence to support the claim. The 
other lobby against labels is, unsutprisiiigly, the condom 
manufecttiing industry. Both groups, it seems, would 
rather maintain the "safe sex" myth than prevent cervical 
cancer, which kills 5,000 American women every year. 

One lobbyist even told Cobum’s aides chat HPV track- 
ing. public education arxl wamirig labels discriminaie 
agairk womea The logic or illogic? Women are more 
likely than men to be counted as HPV psitive, because 
women seek gynecological care more oftea 

The inconvenient feet, however, is that cervical cancer 
does discriminate - as does breast cancer, ovarian cancer 
and osteoprosis. In the interest of women’s health, wom- 
en have a right, and the Centers for Disease Control and 
Prevention has an obligatioa to understand the risks of 
HPV and effective methods to halt its progress. 

The real issue is the politics surrounding safe sex. After 
two decades of safe-sex education — correa and consis- 
tent use of latex condoms - the human papillomavirus 
has surfaced as an awkward and unfortunate refutation of 
the notion that it is possible for educated adults to elimi- 
nate the risks of sexual activity. 

But surely, risking one’s reproductive future should be a 
greater fear than failing off a ladder. Four of the six House 
members who spke against the warning-label provisfon 
were female. Politics does indeed mate strange bed- 
fellows - and bedfellows strange politics. 

Amy M Holmes is a policy analyst for the Independent 
Women's Forum in Washin^n and a Fox News Chan- 
nel conttibutot 
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Contact: 

Government Relations 
Staff 

General Information 
(202) 863-2509 
(202^ 488-3985 - (3X 
Mailing Address: 

PO Box 96920 
Washington, DC 
20090-6920 
Grassroots Program 
(202) 863-2505 
(202) 479-0238 - (ax 
kevcontact@8coa-orq 
Like our Website? 
Send Comments to; 
qovtfel@acoq-org 


Government Relations and Outreach 


Human Papillomavirus (HPV) 


Make Decisions about Human 
Papillomavirus Based on Sound Medicine, 
Rather than Politics 



Human papillomavirus (HPV) is a complex public health problem 
that deserves attention. While the vast majority of HPV 
infections do not lead to serious problems, a very small 
percentage can lead to cervical cancer. In order to respond to 
this linkage between HPV and cervical cancer, legislation 
addressing this complex public health issue was put forward by 
certain members of Congress last fall. However, before enacting 
policies that may be quite costly yet have a limited impact on 
improving the overall health of American women, a review of 
what is known about cervical cancer and HPV, and what further 
research scientists need to conduct before establishing global 
policies needs to take place. 


What is human papillomavirus? 


Human papillomavirus (HPV) is the name of a group of viruses 
that includes more than 100 different types, of which 
approximately 30 are sexually transmitted. HPV is usually 
spread from skin-to-skin contact during vaginal, anal, or oral sex 
with someone who has this infection. Currently, HPV is the most 
common sexually transmitted disease in America. An estimated 
80 percent of sexually active people contract it at some point in 
their lives. However, most cases resolve on their own. 

Only a small fraction of women with HPV are at high risk 
for cervical cancer. 

Most types of HPV are quite specific in the sites they can invade 
and the pathology they can cause. Certain types of HPV cause 
warts on the hands or feet, while some genital strains cause 
visible genital warts. Some, however, are high risk and lead to 
cervical cancer. In fact, one out of a thousand women with HPV 
ends up with invasive cervical. It is Important to keep in mind 
that cervical cancer is preventable treatable, and curable. Some 
genital strains of HPV most strongly associated with cervical 
cancer are types 16, 18, 31, and 45. These are known as 
"high-risk" types, not because they usually or frequently cause 
cancer - in fact, cervical cancer is a rare disease in the United 
States today, but because, in the infrequent event that cancer 
does develop. It can almost always be traced back to one of 
those types. In other words, infection with high-risk types 
appears to be "necessary" for the development of cervical 
cancer, it is not "sufficient" in that the cancer does not develop 
in the vast majority of infected women. 


i of 4 
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In 1S9S, il was estimated that 12,800 cases of invasive cervical 
cancer would be diagnosed in the U.S. and that 4,800 women 
would die from cervical cancer. According to the National 
Cancer Institute, about half of women with newly diagnosed 
cervical cancer have never had a Pap smear, and another 10 
percent have not had a smear in the past five years. 

What is the appropriate public health response to HPV? 

All women who are sexually active should continue to get yearly 
Pap smears. Efforts to increase access to and insurance 
coverage of Pap tests should be supported. They remain the 
most cost-effective safeguard against cervical cancer. Pap 
smears detect abnormal cells present on the surface of the 
cervix. Because cervical cancer most commonly takes 10 years 
to 20 years or more to develop, It can almost always be 
prevented through the early detection and treatment of 
abnormal cervical cells. 

Recently, the federal Food and Drug Administration approved a 
test manufactured by the Digene Corporation that used DNA to 
test for HPV. However, it was approved as a secondary screening 
tool, meaning that it should be used only after a woman has had 
an ambiguous or abnormal Pap test. In order to detect whether 
or not a woman has a "high-risk" strain of HPV that could 
potentially lead to cervical cancer. This test was not approved 
as a substitute for a Pap test. Currently, HPV testing is not 
recommended by the American College of Obstetricians and 
Gynecologists as a primary screening tool for women in the 
United Stales. ACOG does recommend that sexually active 
women and women age 18 and older have an annual Pap test 
and pelvic examination. 

Along these lines, the Centers for Disease Control acknowledged 
the usefulness of HPV testing as an option for use with women 
with the lowest level of abnormal Paps - referred to as ASCUS 
(atypical squamous cells of undermined significance.) CDC has 
also suggested more research be conducted to determine the 
usefulness of HPV testing as a primary screen in targeted 
high-risk groups and for use as a primary screen in developing 
countries. 

What does the HPV language In the Breast and Cervical 
Cancer Prevention and Treatment Act seek to achieve and 
is it good public health policy? 

The legislative language related to HPV that was authored by 
Representative Tom Coburn (R-OK) and included by in the 
popular Breast and Cervical Cancer Treatment Act (H.R. 1070 ) 
during the House Commerce Committee's mark-up last fall has 
generated some concern in the public health community. 

Coburn's amendment calls for the CDC to conduct sentinel 
surveillance of the prevalence of specific types of HPV. Given the 
many unanswered questions about the virus, such research may 
shed important light on the disease. However, public health 
experts take issue with the amendment's directive to the 
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Department of Health and Human Services to outline further 
steps toward making HPV a reportable disease. Such action may 
not be warranted given that most cases resolve on their own and 
only a very small proportion lead to cervical cancer. In fact, 

CDC concluded in a December 1999 report, "Prevention of 
Genital HPV Infection and Sequelae," that "routine disease 
reporting of all genital HPV infections or for any specific types is 
not recommended at this time." 

The Coburn amendment's further directive to HHS "contractors, 
grantees, and subgrantees" to specifically state the effectiveness 
or lack of effectiveness of condoms In preventing the 
transmission of HPV, herpes and other sexually transmitted 
diseases in all informational materials related to condoms or 
sexually transmitted diseases" seems problematic and wasteful.. 
Also of concern is Coburn's condom labeling provision, which 
would amend the federal food, drug, and cosmetic act to require 
condom labels to state that "they do not effectively prevent the 
transmission of the human papillomavirus and that such virus 
can cause cervical cancer." 

These two provisions could easily be misinterpreted by the 
general public, which remains largely unaware of HPV. First, it 
could deter condom use, despite their effectiveness against a 
range of STDs, including HIV. In addition, the warning label 
would not make clear that there are a number of types of HPV, of 
which only a small number can lead to cervical cancer. In 
addition, the label would not help educate women about cervical 
cancer and that it can be eliminated before it starts through 
regular pap tests. 


What does makes sense as a public health response to 
HPV? 

Since HPV has been causally linked to cervical cancer, it is being 
debated whether HPV testing should be used more routinely or 
even instead of a Pap test. However, at this time, primarily 
because the large majority of cervical lesions disappear on their 
own, HPV as a primary screen for young women is unlikely to 
become the standard of care in this country, However, whether 
routine HPV testing is beneficial to high-risk populations, women 
who do not get routine Pap tests regularly, older women, and 
women in developing countries who do not have access to Pap 
tests, should be investigated. 

Research that may prove useful to policymakers would 
answer some of the following questions: 

• What are the factors that activate the virus and which 
other factors (genetics, smoking, oral contraceptive use), 
increase risk? 

• Is the "cleared" virus is suppressed or eliminated? 

• To what degree do condoms decrease risk of the 
transmission or acquisition? 

• Can HPV be transmitted asexually? 

• What is the natural history of the disease? 
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• Is il possible or desirable lo test men for the disease? 

• How useful is HPV testing prior to Pap? 

• What are the benefits/drawbacks of knowing HPV status? 

• What are the legal issues regarding partner disclosure? 

Other research that may prove useful could focus on primary 
prevention methods, including vaccines, condoms, and 
microbicides. Increased funding for programs to increase patient 
and provider awareness and to assess and improve the 
effectiveness of behavioral interventions may also be worthwhile. 

NFPRHA, 5/00 
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Contact: 

Government Relations 
Staff 

General Information 
(202) 863-2509 
(202) 468-3985 - fax 
Mailing Address: 

PO Box 96920 
Washington, DC 
20090-6920 
Grassroots Program 
(202) 863-2505 
(202) 479-0238 - fax 
Kevconlacf@acoq.ora 
Like our Website? 
Send Comments to: 
qovtrel@acoo.orq 


Government Relations and Outreach 
Human Papillomavirus (HPV) 

Issue Overview 

The House of Representatives overwhelmingly passed legislation 
to allow states to provide Medicaid coverage to women who have 
been found to have breast or cervical cancer under the CDC 
screening program for uninsured women. ACOG Is supportive of 
the legislation, but has major concerns regarding a provision 
that was added to the bill to address human papiilomavirijs 
(HPV). 

The HPV provision, opposed bv ACOG and other medical and 
health care organizations, was introduced by Rep. Tom Coburn 
(R-OK). This provision would require the government to develop 
a mandatory reporting system for HPV and would require 
condom labels that read "condoms do not effectively prevent the 
transmission of human papillomavirus and that such virus can 
cause cervical cancer." 

With ACOG's assistance, Reps. Henry Waxman (D-CA), Connie 
Morelia (R-MD), Diana DeGette (D-CO), Nita Lowey (D-NY), and 
Louise Slaughter (D-NY) spoke against the HPV provision during 
floor debate. ACOG advocates instead for an effective 
educational policy to inform men and women about HPV— what it 
is, how it's contracted, how to be screened, and how to get 
treatment. The Senate has yet to take up this legislation, and 
ACOG is working to educate Senators on the best public health 
policy regarding HPV and other STDs, including HIV/AIDS. 
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ACOG Legislative News Home Page 


Contact: 

Federal legislative 
Staff 

PO Box 96920 
Washington, DC 20090 
aovtfel@acoQ-orQ 
State legislative Staff 
PO Box 96920 
Washington, DC 20090 
stateieq@acoQ-orq 



Legislative Nev/s ' 

<FEDERAL> Legislative News 10/6/00 

Headlines include: Score 1! ACOG Wins Major Victory for 
Preventive Care, Score 2! Breast and Cervical Cancer 
Treatment Act Passes Senate, and Rep. Coburn Legislation 
to Restrict Distribution of RU-486 


Score 1 ! ACOG Wins Major Victory for 
Preventive Care 

Rcnre 2! Breast and Cervical Cancer 


Treatment Act Passes Senate 
Rep. Coburn Legislation to Restrict 
Distribution of RU-486 


Score 2! Breast and Cervical Cancer 
Treatment Act Passes Senate 
A Final Push Can Make it Law!! 


Urge your Representative to support the Senate-passed HR 
4386. 

The Breast and Cervical Cancer Treatment Act unanimously 
passed the Senate yesterday. This important legislation 
allows states to provide Medicaid coverage for the treatment 
of women diagnosed with breast or cervical cancer under the 
Centers for Disease Control and Prevention (CDC) screening 
program for uninsured women. The Senate bill now carries 
the same number as the House bill, HR 4386. 


Because the Senate-passed bill is different than the one 
passed in the House last year, it has to be approved by the 
House before the President can sign it into law. The major 
difference between the House and Senate versions of the bill 
concern human papilloma virus (HPV). These provisions, by 
Rep. Tom Coburn (R-OK), would require the government to 
develop a mandatory reporting system for HPV and would 
require condom labels that warn that condoms do not protect 
against HPV. ACOG worked closely with the Seriate to 
ensure that the HPV provisions were not included in the 
Senate bill. 


What you can do: A clean bill WITHOUT THE HPV 
PROVISIONS, must be signed into law. Vou can help 
determine which version goes to the President. Contact your 
Representative today and urge him or her to support the 
Senate-passed HR 4386. 


Click here to view a letter sent in support of Senate-passed 
S. 662. 


Call the U. S. Capitol Switchboard and ask to speak to your 
Member of Congress: (202) 224-3121 . 
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Tom A. Coburn, M.D. 

Press Release 

FOR IMMEDIATE RELEASE Contact: John Hart 

December 5, 2000 (202) 225-2701 

COBURN SAYS CDC FAILING TO CONTROL STD EPIDEMIC 

(Washington, D.C.) - U.S. Representative Tom Cobum, M.D. (R-OK), a practicing 
physician, believes that a report issued today by the Centers for Disease Control and Prevention 
(CDC) finding that sexually transmitted diseases (STDs) are on the rise in the United States 
indicates that the agency has failed to live up to its name and new leadership is needed. 

With the exception of syphilis, the CDC has found rates of nearly every other STD are on 
the rise. The report stales that 1 5 million Americans become infected every year with an STD, 
half of which are incurable viral infections, and such incurable STDs affect 65 million 
Americans. 

"Syphilis has declined precisely because it has been addressed in a traditional public 
health context, which includes contact tracing, reporting and treatment,” according to Dr. 

Cobum. "The other diseases have increased because there is no real strategy to prevent their 
spread. Treatment rather than prevention is the new paradigm for disease control. If this was a 
report card, the CDC is failing," Cobum concluded. 

Coburn also pointed out that the CDC report claims 5.5 million Americans are infected 
each year with human papillomavirus (HPV), which can cause cervical cancer. “The fact is that 
the CDC has no idea how many people are infected with this disease that kills 5,000 women 
every year because the CDC does not require HPV reporting. Furthemiore, the CDC and others 
entrusted with protecting women’s health such as the American College of Obstetricians and 
Gynecologists (ACOG) have done nothing to educate women about HPV. In a very shameful 
manner, ACOG has actually aggressively combated congressional attempts to educate the public 
about HPV.” 

"The U.S. has spent tens of billions of dollars on STDs over the last several years and yet, 
with the exception of syphilis, we have made no progress,” Coburn stated. "The reason is simple 
- the truth has been withheld. Most Americans have never even heard of HPV and contrary to 
the safe sex mantra, which has been promulgated for decades, condoms do not protect against 
HPV." 



“No amount of money can ever end the scourge of STDs, only real leadership and 
honesty will protect the health of Americans,” Cobum concluded. 

### 
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Kaiser Daily HIV/AIDS Report 

Tuesday, December 19, 2000 

National Politics & Policy 

HPV Education and Prevention Provision 
Receives Congressional Approval 

Congress on Friday approved a human papillomavirus 
education and prevention program as part of the FY 2001 
HHS appropriations bill. The provision requires that the CPC : 

■ Determine the prevalence of HPV in the United States; 

• Develop and distribute educational materials to the 
public and health care professionals regarding "HPV 
prevention, modes of transmission, the link between 
HPV and cervical cancer, the effectiveness or lack of 
effectiveness of condoms in preventing HPV and the 
importance of regular Pap smears"; 

• Ensure that "all educational and prevention materials 
prepared for the public by the federal government and 
its grantees regarding HPV and other sexually 
transmitted diseases (STDs) contain 'medically accurate 
information regarding the effectiveness or lack of 
effectiveness' of condoms in preventing HPV infection." 

The provision, drafted by Rep. Tom Coburn (R-Okla.) also 
requires the FDA to "re-examine" condom labels to determine 
whether they are "medically accurate" in addressing the 
effectiveness of condoms in preventing STDs, including HPV. 
HPV causes "virtually all cervical cancer" and has been linked 
to oral cancer, skin cancer and cancer of the vagina, penis 
and anus (Coburn release, 12/14). 
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Biotech Business Week 
March 29, 2004 

SECTION: EDITOR'S CHOICE; Pg. 6 

HUMAN PAPILLOMAVIRUS: Data demonstrate HPV 
testing catches more serious cervical disease 

A growing body of data demonstrating the ability of HPV (human papillomavirus) 
testing to identify women at high risk of cervical cancer more accurately than the 
most advanced type of Pap test was presented at an international medical 
conference in Mexico City, announced Digene Corp. (DIGE). 

In recognition of these research findings, some experts are recommending that 
the HPV test replace the Pap as the first-line tool for cervical cancer screening , 
particularly in low-resource countries in the developing world. 

Speaking as an invited lecturer at the 21st Annual Papillomavirus Conference & 
Clinical Workshop, professor Jack Cuzick, PhD, head of epidemiology for Cancer 
Research U.K. at Queen Mary's College in London, said: "The general principal 
is that screening should be performed as infrequently as possible using the best 
available test. There is no doubt that the HPV DNA test is more sensitive than 
cytology (Pap testing). This has been shown in every study conducted, using 
both conventional and liquid-based cytology." Cuzick concluded that the available 
evidence supports a recommendation that the high-risk HPV DNA test be used 
as the primary tool for cervical cancer screening, with the Pap performed only in 
women who test positive for the human papillomavirus - which causes virtually all 
cases of cer/ical cancer . To further research this proposal, he announced he is 
planning a European primary-screening study involving one million women. 

Digene’s DNAwithPap Test is the only test for high-risk types of HPV approved 
by the U.S. Food and Drug Administration (FDA). It is approved in the United 
States for use in conjunction with the Pap test in women age 30 and older, as 
well as for follow-up evaluation in women whose Pap results are uncertain. 

In a study from the Netherlands, involving more than 44,000 women followed for 
2 years to date, 5.2% of 574 women who were HPV-positive but had normal Pap 
results were found to have serious cervical disease (cervical intraepithelial 
neoplasia CIN grade 2 or 3), compared to 0.07% of 3,029 women who were 
HPV-negative and had normal Paps. 

In the developing world, challenges such as civil strife and poverty make it 
unlikely that women can be screened more than one or twice in their lifetimes - 
making the use of one, highly sensitive test a critical success factor. Thomas 
Wright Jr., MD, Associate professor of Pathology at Columbia University Medical 
Center, reported on the results of a 4-year, approximately 4000-woman study in 
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Capetown, South Africa, in which women were screened and immediately treated 
- in the same office visit - if they were HPV positive. 

This approach reduced cervical disease in the study population by 78%, 
compared to those women who were monitored for an additional 6 months. "HPV 
plus treatment appears to be safe and clinically effective. Now we need data that 
extends beyond 6 months and that look at cost- effectiveness in these low- 
resource regions," concluded Wright. 

Evan Jones, chairman and CEO of Digene, noted that the corporation recently 
announced a partnership with the Program for Appropriate Technology (PATH) to 
develop a customized version of its HPV DNA test for low-resource countries. 
"The growing body of evidence showcased at this conference further 
demonstrates the high sensitivity of HPV testing and its practical value in a 
variety of settings over time. Now we need to focus on making it as broadly 
available as possible." 
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Remarks before FDA Microbiology Devices Panel 
March 8, 2002 

Thank you for the opportunity to provide the recommendations of the American College 
of Obstetricians and Gynecologists on HPV testing. I am Mary Mitchell, ACOG’s 
director of clinical practice in the areas of gynecology, primary care, and ethics. I have no 
personal financial involvement with Digene or Cytyc. Both companies are members of 
our Friends of AOCG program for industry. 

ACOG’s recommendations on HPV DNA testing appear in Guidelines for Women ’s 
Health Care. This week we are releasing the second edition of Guidelines, and these 
recommendations are from that edition. 

First, HPV testing as a primary screen. We believe that HPV testing lacks the specificity 
necessary to be a useful screening test for cervical cancer or its precursors, because the 
vast majority of women with HPV DNA detected from cervical lavages would be 
cytologically normal. Second, HPV testing for triage purposes. HPV testing with 
identification of specific HPV types may be of value in the triage of certain subsets of 
patients. Before it can be recommended for routine clinical use, however, we believe that 
its use along with cytology must be evaluated prospectively in a clinical trial. 

Guidelines for Women ’s Health Care derives its recommendations tfom ACOG’s 
Committee on Gynecologic Practice and other established authorities. Although the 
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second edition has just been published, the content was finalized before last year’s 
significant events regarding cervical cytology and HPV testing. Thus, Guidelines does 
not reflect the baseline results of the ALTS trial or the September 2001 consensus 
conference sponsored by the American Society for Colposcopy and Cervical Pathology, 
The Committee on Gynecologic Practice is currently reevaluating ACOG’s position on 
HPV DNA testing. Should it develop new recommendations based on these recent data, 
the new guidelines would be published in our journal Obstetrics & Gynecology. 

In summary, ACOG recognizes that laboratory tests for the detection and typing of HPV 
infections are currently available in many areas of the country. At this time, it does not 
appear that such testing is clinically useful. 


On behalf of ACOG, 1 thank you for the opportunity to provide this information, I am 
happy to answer any questions. 
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New Test Helps Spot Cervical Cancer 

But Doctors Worry It Raises False Alarms, Sexual Issues 
How to Know if You Need It 

By Laura Johannes 

The Wall Street Journal via Dow Jones 

IT'S EXPENSIVE. It raises awkward questions about sexual fidelity. And 
it infuriates many gynecologists. 

But a new test called the DNA Pap could catch more cases of cervical 
cancer before it's too late. The DNA Pap has received an important nod 
from a U.S. Food and Drug Administration advisory panel, and while it 
hasn't been approved by the FDA, a regulatory loophole already allows 
gynecologists to give it to women who ask for it. The question is: Will 
doctors use the test? 

The DNA Pap is a two-in-one process that combines the standard Pap test 
with a test for the human papilloma virus, which causes cervical 
cancer. The DNA Pap's effectiveness means some women who test negative 
may not need to get tested again for several years - potentially 
eliminating the hassle of making an annual trip to the gynecologist. 

Critics say that routine screening for HPV will unnecessarily alarm 
women who have the virus, because only a fraction of those with HPV 
will ultimately get cancer. Also, the DNA Pap costs more - as much as 
$60. compared with a basic Pap test for between $7 and about $30 - and 
insurers may be reluctant to cover it. Meanwhile, widespread testing 
for HPV will put pressure on doctors to raise a touchy subject that 
many haven't ever discussed with patients: the link between cervical 
cancer and a sexually transmitted virus. 

The new test is aimed at a weak point in the current cancer-screening 
system: The standard Pap test, a visual examination of cells, catches 
only 50% to 60% of precancerous abnormalities. Since cervical cancer 
grows slowly, there's a good chance that even if a woman gets one 
faulty reading, her diseased cells will be detected in her next Pap 
test. But that doesn't always happen. Proponents of the DNA Pap say it 
could prevent many of the nearly 2,000 deaths that occur annually in 
U.S. women who had a standard Pap test at least once in the past five 
years. 

The HPV test, which looks for virus genes in cells, is already used to 
clear up ambiguous Pap-test results. Now Digene Corp., which developed 
the combined HPV-Pap test, is seeking to market it for routine use in 
women over 30 - about 35 million of whom currently get the Pap test 
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each year. Until it gets a green light from the FDA, Digene can't 
market the test for routine screening, but federal law allows doctors 
to use commercially available drugs or tests in any way they see fit. 

Many gynecologists, however, oppose the idea of using the new test 
routinely. The DNA Pap test would likely come up positive in 5% of 
women over 30, according to Digene. But fewer than 10% of those women 
would get cervical cancer, even if they got no follow-up medical 
treatments, says Tom Wright, director of gynecologic pathology at 
Columbia University's College of Physicians and Surgeons in New York. 

For this reason, the American College of Obstetricians and 
Gynecologists testified to the FDA panel in March that Diqene's test is 
"not clinically useful ." 

Many physicians also fear that testing for HPV. which often has no 
symptoms, could raise delicate social questions . What worries doctors 
most is the prospect of explaining to married women that they may have 
been infected by their husbands; the virus, which is almost always 
transmitted sexually, doesn’t usually survive in the body for more than 
two years. Some doctors fear that hidden infidelities could surface . 

There is no test on the market that detects the virus in men. 

Like many doctors. Eugene Washington, chairman of the department of 
gynecology at the University of California at San Francisco, doesn't 
tell patients about the role of HP't/ in causing abnormal Paps, because 
he feels the information would unset them . Even so, he says, some women 
find out about the link and then focus on where they got the virus. 

"They want a Pap smear every six months and they want their husbands to 
use condoms," he says. 

Should you ask for the DNA Pap test? It may be a good idea for those 
who can afford to pay out of pocket. But women who get the test will 
face an array of decisions. 

Some women may test positive for HPV but have no visible abnormalities 
on their Pap. Digene, which will be acquired by Cytyc Corp., a company 
that markets an easier-to-read version of the Pap, says it plans to 
recommend that these women come back six to 12 months later for another 
DNA Pap. J. Thomas Cox, who heads the gynecology clinic at the 
University of California in Santa Barbara and is on the committee that 
will set the American Cancer Society's guidelines, believes women who 
consistently test positive for HPV should get colposcopies, in which a 
doctor examines the cervix, even if their Paps appear normal. 

Those guidelines wilt likely be hotly debated, because colposcopies are 
expensive, ranging from $200 to $1 ,000. In addition to the high initial 
cost of the DNA Pap, insurers could face increased claims for 
colposcopies, biopsies and other treatments, says Alan Garber, a 
professor of health policy and medicine at Stanford University. 
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For insurers to pay for the DNA Pap, "they will need pretty definitive 
evidence that it improves outcomes," says Dr. Garber, an adviser to the 
Blue Cross Blue Shield Association, a nonprofit group of insurers. 

Digene argues that the test saves money by making colposcopies 
unnecessary for women with ambiguous Paps who test negative for HPV. 

An advantage that may appeal to insurers is that the DNA Pap can be 
given to some women less often. If a woman has a clean test and is in a 
monogamous relationship, her doctor may feel she can wait a few years 
between screenings; the test will provide assurance that she isn't at 
high risk. Already, researchers in Europe are studying the possibility 
of using the HPV test every eight years instead of the Pap. 

— Q. What does HPV cause? A. Depending on the type of HPV, it can 
cause genital warts, cervical cancer and, in rare cases, penile cancer 
and vulvar cancer. 

Often, it has no obvious symptoms. 

Q. How many different types of HPV are there? A. More than 100, of 
which 25 are commonly found in the genital areas. Thirteen of those 
cause cervical cancer. 

Q. How do you get it? A. It is generally transmitted by sexual 
intercourse. It can also happen during nonpenetrative sexual activity. 

In rare cases, transmission has been reported through unclean public 
areas, such as a tanning bench. 

Q. How common is it? A. An estimated 5% to 10% of women over 30 are 
infected with HPV at any given time. No data are available on male 
infection rates. 

Q. How do you treat it? A. Researchers are studying promising drugs to 
treat HPV, but none are FDA-approved. In 90% of women, HPV disappears 
within two years of infection, in rare cases, it can linger in the body 
for decades. 


Source: Interview with Thomas Wright, Columbia University College of 
Physicians and Surgeons 
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TOM A. COBUPr-J. M.C. 

COMMITTEE ON COMMERCE 



CongiTss ol tJjc ®nttrt ^laics 

p)ouSE of T^Epresentatibes 

223ast)!ngton, 20515-3602 



September 20, 2000 


Mr. Daniel E. Smith 

National Vice President 

Federal and State Government Relations 

American Cancer Society 

701 Pennsylvania Avenue, N.W., Suite 650 

Washington, DC 20004-2608 

Dear Mr. Smith, 

As a cancer survivor and a practicing physician, 1 am writing to once again enlist your 
support to ensure the passage of the Breast and Cervical Cancer Treatment Act this year. Enactment 
of this bill is crucial for many low-income women diagnosed with breast or cervical cancer because 
it will guarantee life saving treatment under the Medicaid program. 

As you know, this bill was overwhelming approved, 42 1 - I , by the House of Representative 
in May. Unfortunately it has lagged in the Senate due in large part to the opposition of a small 
minority of Senators who oppose the House-passed cervical cancer prevention provisions, which 1 
authored with Congresswoman Anna Eshoo. 

Unanimously approved by the Commerce Committee, the Cobum/Eshoo cancer prevention 
provisions seek to address the underlying cause of cervical cancer, which is infection with the human 
papillomavirus (HPV). It will do this through increased education and research regarding HPV, 
including a national campaign to educate health care providers and the public about HPV. 

As you know, nearly 13,000 new cases of invasive cervical cancer will be diagnosed and 
4,600 women will die from this disease this year alone. Some researchers estimate that non-invasive 
cervical cancer is about 4 times as common as the invasive type. Nearly all of these cases are a 
direct result of infection by a number of specific strains of HPV. Tnis virus is present in 99.7 
percent of all cer\'ical cancers according to a study published last year in the Journal of Pathology. 

While not everyone infected with HPV will develop cancer, the virus has also been linked to 
oral cancer and cancer of the vagina, prostate, penis and anus, as well as genital warts. At least 24 
million Americans are infected by HPV according to the National Cancer Institute (NCI). Many of 
those infected, however, have no visible symptoms. And despite the fact that it is the most common 
sexually transmitted virus in the United States, over three-fourths of the respondents in a recent poll 
have never heard of HPV. 

Many sexually active Americans think that using a condom can protect them against all 
STDs. This is not the case with HPV. According to Dr. Richard Klausner, the Director of the NCI, 
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the evidence that condoms do not protect against HPV is so definitive that “additional research 
efforts by NCI on the effectiveness of condoms in preventing HPV transmission is not warranted.” 

The federal Centers for Disease Control and Prevention (CDC) provides no guidance on how 
to curtail the spread of HPV or leadership to health care providers on how to counsel— or even 
recognize— those with the virus. Because of this vacuum of leadership, thousands will continue to 
die every year and millions more will become infected and pass this potentially deadly virus onto 
others. 


The Cobum/Eshoo proposal would make HPV and cervical cancer prevention a priority. It 
would do this by directing the CDC to determine the prevalence of HPV, specifically what 
populations is the disease most affecting, and to develop and disseminate educational materials for 
the public and health care providers regarding HPV. It would also require condom labels to state the 
facts that condoms do not prevent the transmission of HPV and that HPV can cause cervical cancer. 

Unfortunately, because a handful of Senators oppose telling the public the truth about HPV, 
the Breast and Cervical Cancer Treatment Act has been stalled in the Senate. I can not explain why 
these Senators oppose ensuring that women have the medical facts that can protect their health and 
save their lives. I do know, however, that with very few days remaining in this legislative session 
that unless these Senators drop their opposition to educating the public about HPV, all of the hard 
work you have done to move this bill forward will have been for nothing. And the countless women 
who would have benefltted from improved access to cancer treatment will once again be left to fend 
for themselves. 

What can we do to make sure this bill does become law this year? 

It is quite simple. We must first educate the Senators who oppose HPV education the truth 
about this horrible virus and that continuing to keep women and health care providers in the dark 
about HPV and its consequences is not in the best interest of public health or women’s health. We 
must then also convince the Senate to take up the House bill, as passed in May, immediately. 

Because of your history of support for policies and legislation to increase cancer awareness 
and to reduce risks associated with cancer, I would request your help in meeting these two goals 
before Congress recesses in October. 

Thank you again for your leadership on this issue. 1 look forward to working with you to 
ensuring that all women have access to life saving cancer treatment and to information regarding 
HPV that could save their lives. 



Vice Chair 

Commerce Subcommittee on Health and Environment 
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society 

National Government Relations Office 

September 25, 2000 


The Honorable Tom Cobum 
U.S. House of Representatives 
Washington, DC 20510 


Dear Representative Cobum: 

On behalf of the more than 18 million volunteer? and supporters of the American Cancer 
Society (ACS) we are writing to thank you for your recent correspondence and express our 
appreciation for your commitment to seeing the “Breast and Cervical Cancer Treatment Act” 
become law. We agree with you that immediate enactment of this measure is critical to 
providing life-saving treatment to those women diagnosed with breast and cervical cancer under 
the Centers for Disease Control and Prevention’s (CDC) National Breast and Cervical Cancer 
Early Detection Program (NBGCEDP). 

Since its inception, the NBCCEDP has provided necessary breast and cervical cancer screening, 
outreach and case management services to assist high-risk, low-income, and medically- 
underservcd women. The program builds on existing public health infrastructure at both the 
local and state level and is unique in its ability to involve the private sector, health care providers, 
and members of the community in the outreach and delivery of services to women at risk for 
cancer. To date, more than 1.3 million women have been screened, thousands of breast and 
cervical cancers have been diagnosed, and thousands of women have ultimately received 
treatment for cancer - making a real difference in each of their lives. 

Given the current state of science and technology, the Society, and other leading medical 
organizations, maintain that the best way to reduce cervical cancer incidence and mortality is to 
ensure that women receive regular cervical cancer screenings and to ensure that those diagnosed 
with cervical cancer, or known precursor lesions, receive timely, quality treatment. We know 
that regular screening for cervical cancer would have made a difference in the lives of those 4,600 
women who tragically will lose their battle with cervical cancer this year. Since a majority of 
cervical cancer deaths occur among women who lack a regular source of health care and 
therefore fail to receive regular, or even a single cervical cancer screening, more emphasis should 
be placed on strategies that provide access to important early detection technology to those 
individuals who are medically underserved. The NBCCEDP is a successful means for reaching 
out to those populations at risk, but it unfortunately is able to reach less than 15% of the eligible 
population. This limitation is due primarily to lack of adequate resources for the program. 
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Please know that we appreciate your efibrts to bring increased attention to and awareness of 
issues related to the relationship between cervical cancer and the Human Papilloma Virus 
As you note in your letter dated September 20, 2000, while HPV is believed to be an 
important risk factor for cer\’ical cancer, most people who are positive for HPV will not develop 
this disease. Irrespective of HPV status, it is critical that all women receive cervical cancer 
screening according to the Society’s guidelines so as to ensure that changes in the cervix and 
cervical cancer are caught at the earliest possible stage. We have strong data about the positive 
impact that widespread regular use of the Pap smear has had on reducing cervical cancer deaths. 
Between 1955 and 1992, the number of cervical cancer deaths declined by an incredible 74% -- 
a public health success primarily due to increased regular use of the Pap smear. The Society 
joins with you in believing that women should be better educated about what is known about the 
relationship between HPV and cervical cancer and that women should have a greater 
understanding of the vital importance of re^Iar screening for cervical cancer. The Society 
believes that any such public health education campaign should be evidenced-based, and should 
be balanced and appropriate with regards to what is known about the range of sexually 
transmitted diseases and the risk factors a^odated with them. 

We agree that the CDC is the federal agency best suited to identify those populations most at risk 
for HPV infection and that disease surveillance and public health education are appropriate 
activities in which the GDC should be engaged with regards to cervical cancer and HPV. 
However, there is no scientific consensus with regards to the effectiveness of condom use in 
preventing the transmission of HPV. Nor is there any general agreement on the impact that 
condom labeling would have on reducing HPV infection. Additionally, we are concerned that 
without ensuring that additional resources are made available for a new public health awareness 
initiative related to HPV and cervical cancer, the CDC will be unable to adequately and 
appropriately address this important issue. 

The Society urges that Congress take the following steps to ensure that all women have adequate 
access to quality cervical cancer screening and follow-up care: 

♦ Appropriate S2 1 5 million for FY 2001 for the NBCCEDP; 

♦ Enact the “Breast and Cervical Cancer Treatment Act” - a needed complement to the 
NBCCEDP to ensure women served by the NBCCEDP receive timely, quality cancer care; 

♦ Authorize and appropriate funding to the CDC to conduct scientific research on public 
health communication strategies related to HPV and cancer - such efforts will help ensure 
that any future public health campaign on the issue is effective and evidence-based; 

♦ Ensure that any new public health campaign conducted by the CDC on HPV and cervical 
cancer is authorized and appropriated the funding necessary to ensure its success; 

♦ Pass the “Cancer Screening Coverage Act” {HR 1285/S 1641) - this measure ensures that 
enrollees in private health plans have access to the full range of breast, cervical, colorectal, 
and prostate cancer according to the Society’s guidelines; and 

♦ Provide Medicare coverage for three consecutive annua! Pap smears to establish the baseline 
recommended by the consensus of leading medical organizations for determining subsequent 
intervals for Pap testing — this will allow health care providers and women to establish 
cervical health status and decide future cervical cancer screening needs. 
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Again, we thank you for your interest in securing enactment of the ‘'Breast and Cerv'ical Cancer 
Treatment Act.” We are hopeful that we can work together to find ways to reduce cer\'icai 
cancer incidence and mortality and identify the best ways to both educate women about the risks 
of cervical cancer and develop science-b^ed methods to reduce those risks. 

Should you have any questions or require additional information, please feel free to contact me 
or Wendy Selig, Managing Director Federal Government Relations (202/661-5700). 


Sincerely, 


Daniel E. Smith 

National Vice President, Federal and State Government Relations 
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Congress of tlje ®niteb States 

ifeouse of StprrstntatibeS 

SBasbingion, BC 20515-3602 
September 29, 2000 


1918) 682-8503 (Fax) 


(918)341-9437 (Fax) 


34 "A" SmesT N.6., Room 202 


19181 542-6337 
i9181 542-5367 (Fax) 


Mr. Daniel E. Smith 

National Vice President 

Federal and State Government Relations 

American Cancer Society 

701 Pennsylvania Avenue, N.W., Suite 650 

Washington, DC 20004-2608 

Dear Mr. Smith, 

Thank you for your prompt response to my letter requesting your support with efforts to 
educate the Senate about the need for inclusion of cervical cancer prevention and education in the 
Breast and Cervical Cancer Treatment Act and the necessity for prompt passage of this very 
important legislation. 

While I appreciate your comments in support of better education and surveillance regarding 
the human papilloma virus (HPV) and cervical cancer, 1 am bewildered by several of your other 
statements. 

First, you state that "there is no scientific consensus with regards to the effectiveness of 
condom use in preventing the transmission of HPV." This is inaccurate and contradicts your own 
organization’s position. The American Cancer Society’s website emphatically states that "recent 
research shows that condoms ("rubbers") cannot protect against infection with HPV." In April 
1996, the National Institutes of Health (NIH) Consensus Development Conference Statement on 
Cervical Cancer concluded that “the data on the use of barrier methods of contraception to prevent 
the spread of HPV is controversial but does not support this as an effective method of prevention." 
And according to Dr. Richard Klausner, Director of the National Cancer Institute (NCI), the 
evidence that condoms do not protect against HPV is so definite that "additional research efforts by 
NCI on the effectiveness is not warranted." 

Dr. Klausner pointed out that “condoms are ineffective against HPV because the virus is 
prevalent not only in mucosal tissue (genitalia) but also on dry skin of the surrounding abdomen and 
groin, and can migrate from those areas into the vagina and cervix." Your website echoes these 
observations, stating that "HPV can be passed from person to person with any skin-to-skin contact 
with any HPV-infected area of the body, such as skin of the genital or anal area not covered by the 
condom. The absence of visible warts cannot be used to decide whether caution is warranted, since 
HPV can be passed on to another person even when there are no visible warts or other symptoms." 

Your letter also states that "the best way" to reduce cervical cancer incidence is to ensure that 
women receive regular cervical cancer screening. While I agree that regular screening and treatment 
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for those diagnosed with cancer is extremely important, I believe your conclusions are not the best 
possible medical advice for avoiding cervical cancer. Diagnosis is not disease prevention. It is 
merely disease detection. 

As a practicing physician, 1 believe that tiie best medical advice I can provide is promoting 
positive behaviors which actually prevent di^ase. In regards to lung cancer, for example, the public 
health community agrees that we should advocate abstaining from smoking. I think you would agree 
that to prevent lung cancer we should emphasize Ae danger of smoking rather Aan focusing on the 
need for regular lung cancer screening. The same logic should hold true for preventing other forms 
of cancer, including cervical cancer. 

The 1996 NIH consensus statement concluded that we can be successful "reducing the rate of 
HPV infection by encouraging changes in the sexual behavior of young people." I agree with the 
NIH consensus and believe that cancer advocates and the public health community should place a 
greater emphasis on advocating behavior changes. Obviously, abstinence is the most effective life 
style to prevent HPV and cervical cancer. The federal Center for Disease Control and Prevention 
(CDC) has reported that a majority of high school students are now sexually abstinent. Policy 
makers and public health advocates should support this positive behavior in the same manner that we 
have united to educate adolescents about the dangers of cigarettes, alcohol and drugs. 

While I agree with you that regular screening is vital to reducing cervical cancer mortality, 
screening is not enough. If a woman is diagnosed with cancer of the cervix, or even a precancerous 
condition, she will still require surgery and remains at risk for future irregularities that could result in 
cancer. We should not minimize the discomfort, anxiety, potential impact on fertility and other 
possible related complications. I have had the misfortune of diagnosing countless women and young 
girls with such conditions, many too late to save. 

No woman, and especially no adolescent girl, should have to suffer a similar fate because she 
was denied the medical knowledge and advice that could have protected her health or saved her life. 

Your statement that there is not “any general agreement on the impact that condom labeling 
would have on reducing HPV infection" seems to miss the intent of the proposal. Currently, condom 
labels read "if used properly, latex condoms are effective against pregnancy, AIDS and other STDs." 
This statement is inaccurate because it implies condoms can prevent HPV infection, which they do 
not according to the NIH consensus statement, Ae Director pf the NCI and the ACS website. A 
recent press release from LifeStyles Condoms claimed that "the proper and consistent use of latex 
condoms is the most effective way to prevent the spread of such diseases, including HIV, AIDS and 
HPV (human papaloma virus).” This statement is not only deceptive, it is a lie. 

Would we be content allowing the tobacco companies to print similar misleading labels on 
cigarettes? I would hope not. 

The Food and Drug Administration currently requires birth control pills to state that ora! 
contraceptives (COCs) do not prevent sexually transmitted diseases and that "some reports indicate a 
statistical association between COC use and cervical cancer." Why would we not require condom 
labeling to contain similar information? 
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This label is not only about prevention, it is about awareness. Why should anyone be denied 
the medically accurate facts that will allow them to make a truly informed decision that could impact 
their health? The claims of the condom manufacturers and Planned Parenthood and their associates 
that telling the truth will discourage condom use altogether and lead to increases in HIV/AIDS and 
other sexually transmitted diseases is unfounded. There is no scientific data or anecdotal evidence to 
support these claims. 

There is, however, plenty of evidence to indicate that the present conspiracy of silence has 
been effective in hiding the truth and allowing the epidemic to spread. Despite the fact that every 
year 15,000 cases of cervical cancer are diagnosed, 5,000 women die from the disease and 
hundreds of thousands of other women will be diagnosed and treated for pre-cancerous 
conditions related to HPV, over three-fourths of the respondents in a recent poll have never heard 
ofHPV. 

I would like to once again applaud your dedicated efforts to ensure treatment access to all 
who are diagnosed with cancer and your efforts to promote healthy behaviors. I would, however, 
once again urge you to undertake a campaign against HPV and cervical cancer similar to the 
American Cancer Society’s efforts against smoking. After all, the link between smoking and lung 
cancer is as conclusive and definitive as the link between HPV and cervical cancer. I think it is 
particularly important to target adolescents with messages that promote life styles that emphasize 
risk avoidance. 

I am troubled that there seems to be some confusion about the scientific data regarding HPV 
and a vacuum of leadership in addressing the epidemic, so I have decided to request that Commerce 
Committee Chairman Thomas Bliley, Jr., hold a hearing to bring the scientific community together 
and reach some consensus on these issues. I would hope that you would be willing to participate 
with this effort and do everything possible to educate the public about HPV. 

Thank you again. 


Sincerely, 



Commerce Subcommittee on Health and Environment 


Enclosures 
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HUMAN PAPILLOMAVIRUS (HPV) 

WHAT ARE HPVs? 

Human papillomaviruses (HPVs) are a group of more than 70 types 
of viruses. They are called papillomaviruses because they tend to 
cause warts, or papillomas, which are benign (noncancerous) tumors. 
Different typ>es of HPVs cause the common warts that grow on hands 
and feet and those that develop in the mouth and genital area. Genital 
HPVs can be passed from one person to another feough sextial 
intercourse and oral or anal sex. 

Genital HPVs may cause warts to appear oh or around the genitals 
and anus of both men and women. In women, visible warts may also 
appear in the cervix. This type of a "genital wart" is known 
technically as condyloma acuminatum and is generally associated 
with two HPV types, numbers 6 and 1 1 . Because these genital warts 
rarely develop into cancer, HPV -6 and HPV- 1 1 are often referred to 
as "low-risk" viruses. Other sexually transmitted HPVs have been 
linked with genital or anal cancers in both men and women. These 
are called "high risk" HPV types and include HPV-16, HPV-18, 
HPV-31, HPV-45, as well as some others. High risk HPV types 
aren't usually contained in visible warts. Both high-risk and low-risk 
types of HPVs can cause the growth of abnormal cells in the cervix. 

PREVENTING HPV INFECTION 

Limiting your number of sexual partners and avoiding sex with 
people who have had many other sexual partners decreases your risk 
of exposure to HPV. HPV infection does not always produce warts or 
other symptoms, so a person may be infected with, and pass on, HPV 
without knowing it. Recent research shows that condoms {"rubbers") 
cannot protect against infection with HPV. This is because HPV can 
be passed from person to person with any skin-to-skin contact with 
any HPV-infected area of the body, such as skin of the genital or anal 
area not covered by the condom. The absence of visible warts cannot 
be used to decide whether caution is warranted, since HPV can be 
passed on to another person even when there are no visible warts or 
other symptoms. HPV can be present for years with no symptoms. It 
is still important, though, to use condoms to protect against AIDS 
and other sexually transmitted diseases that are passed on through 
some body fluids. 

HOW IS HPV INFECTION DIAGNOSED? 

Diagnosis of cell abnormalities related to HPV infection is currently 
based on using a microscope to find abnormal cells in Pap test 
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specimens or biopsy specimens. Several different terms have been 
used to describe the abnormal cells that may be seen itt Pap smears. 
In the Bethesda system (one system used to report the results of Pap 
smears), precancerous conditions are called low-grade and 
high-grade squamous intraepithelial lesions. Squamous cells are thin, 
fiat cells resembling fish sc^es that are found in the tissue that forms 
the surface of the slan, cervix, v^na, mouth, throat and several 
other organs. Other terms sometimes used k> describe these abnormal 
cells are dysplasia and intraepithelial neoplasia. Depending on the 
organ involved intraepithelial neoplasia may be given more specific 
names, such as cervical intraepidielial neoplasia (CIN), vulvar 
intraepithelial neoplasia (VIN), or v^inal intraepithelial neoplasia 
(7AIN). 

HPV TESTING 

About 20 years ago, researchers began developing tests to detect 
DNA from HPVs and determine the specific HPV type causing a 
patient's infection. Early HPV DNA tests were quite costly, and 
doctors were not convinced that test results would provide useful 
information to guide their treatments. Recent studies suggest that a 
new test called the Hybrid Capture HPV Test may be useful and 
cost-effective in determining which women whose Pap tests detect a 
mild cellular abnormality cdled atypical squamous cells of 
undetermined significance (ASCUS) should undergo further testing 
by colposoepy (viewing the cervix through a binocular magnifying 
instrument). 

TREATMENT OF HPV INFECTION 

Although there is currently no cure for a papillomavirus infection, 
the warts and abnormal cell growths these viruses cause can be 
removed or destroyed by cold cautery (freezing that destroys tissue), 
hot cautery (burning wans off with an electric instrument), and laser 
treatment (surgery with a high-intensity light), as well as 
conventional surgery. In addition, two powerfrti chemicals 
(podophyllin and trichloroacetic acid) will destroy genital warts 
when applied directly to them. Imiquimod cream has also been 
recently approved by the Food and Drug Administration (FDA) as an 
effective drug treatment for external genital and perianal warts. 
Imiquimod works by stimulating the immune system to fight the 
virus. 

Only a small percentage of women with certain types of abnormal 
cells resulting from HPV infection will develop cancer if these cells 
are not removed or destroyed. Studies suggest that whether a person 
will develop cancer depends on a variety of factors that act together 
with HPVs. These factors include smoking, decreased resistance to 
infection, and infection with other viruses, such as human 
immunodeficiency virus (HIV). In any case, frequent Pap tests and 
careful medical followup, with tissue biopsies and treatment if 
necessary, can help ensure that the mild abnormalities in the cerv'ix 
caused by HPV infection do not develop into cancer. 

Some resistant cases of HPV infection have been treated with 
interferon, a substance that can boost the action of the immune 
system. 
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HPV VACCIjNES 

Vaccines for preventing and treating cervical cancer and other 
HPV-related cancers are being developed and tested. Some of these 
vaccines are intended to produce immunity to HPV, so that women 
who are exposed to these vin^es will not develop infections that 
persist for a long time. Instead, a woman's immune system will 
destroy the virus before an infection becomes fiilly established. Other 
vaccines are intended for women with established HPV infections, to 
help their immune systems destroy the virus and cure the infection 
before a cancer develops. 

Still other vaccines are me^t to help people who already have 
advanced genital cancer that has recurred or metastasized. Substances 
called tumor suppressor gem products are produced by normal cells 
to prevent them from growing too rapidly and becoming cancers. 

Two proteins {E6 and E7) produced by high-risk HPV types can 
interfere with the functioning of p53 and Rb, known tumor 
suppressor gene products. Some HPV vaccines attempt to produce an 
immune reaction to the E6 and E7 proteins that specifically 
contribute to the abnormal cell growth of HPV-related cancers. It is 
hoped that this immunity wll kill the cancer cells or stop them from 
growing. 
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Do Condoms Protect Against 
HPV Infection? 

According to the scientific experts, 
the answer is a resounding and conclusive 

‘NO.’ 

“Condoms are ineffective against HPV because 
the virus is prevalent not only in mucosal tissue 
(genitalia) but also on dry skin of the 
surrounding abdomen and groin, and it can 
migrate from those areas into the vagina and the 
cervix. Additional research efforts by NCI on 
the effectiveness of condoms in preventing HPV 
transmission are not warranted.” 

Excerpt from a February 19, 1999 letter to House Commerce 
Committee Chairman Tom Bliley from 
Dr. Richard D. Klausner, Director of the National Cancer 
Institute at the National Institutes of Health 




AMERICAN 

CANCER 

SOOETY* 


“Recent research shows that condoms 
("rubbers") cannot protect against infection' 
with HPV. This is because HPV can be passed 
from person to person with any skin-to-skin 
contact with any HPV-infected area of the 
body, such as skin of the genital or anal area 
not covered by the condom. The absence of 
visible warts cannot be used to decide whether 
caution is warranted, since HPV can be passed 
on to another person even when there are no 
visible warts or other symptoms. HPV can be 
present for years with no symptoms.” 


Excerpt from the American Cancer Society website 
(www.caiicer.org). 
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“The data on the use of barrier methods of contraception to prevent the 
spread of HPV is controversial but does not support this as an effective 
method of prevention. ... Reducing the rate of HPV infection by encouraging 
changes in the sexual behavior of young people and/or through developing an 
effective HPV vaccine would reduce the incidence of this disease.” 

National Institutes of Health Consensus Development Conference Statement on Cervical Cancer, 

April 1-3, 1996 
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17. Government Spending on 
“Safe” Sex and Abstinence 
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Government Spends $12 on Safe Sex and 
Contraceptives for Every $1 Spent on Abstinence 


Melissa G. Pardue, Robert E. Rector, and Shannan Martin 


Early this year, Congress will work to renew wel- 
fare reform by reauthorizing the Temporary Assis- 
tance for Needy Families (TANF) program. As part of 
this process. Congress will also seek to reauthorize 
the Title V abstinence education program that was 
created, along with TANE in the original 1996 wel- 
fare reform act, the Personal Responsibility and Work 
Opportunity Reconciliation Act (PRWORA). It is 
expected that advocates of “safe sex” programs will 
use the welfare reform debate as an opportunity to 
push for additional federal funding for comprehen- 
sive sex education and contraception promotion pro- 
grams in the name of reducing the occurrence of teen 
pregnancy and out-of-wedlock childbearing. 

In fact, programs promoting contraceptive use 
already receive very large amounts of government 
funding. In 2002, the federal and state governments 
spent an estimated $1,73 billion on a wide variety of 
contraception promotion and pregnancy prevention 
programs.® More than a third of that money ($653 
million) was spent specifically to fund contraceptive 
programs for teens. ^ 


1 . For a detailed description of funding sources, see Table 1 
and Appendix. Unless otherwise noted. FY 2002 figures 
were used in ali cases because they were the most accurate 
and comprehensive data available. 

2. See Republican Study Committee, "2002 Federal Sex-Ed/ 
Contraception vs. Ab.siinence Funding." September 6. 
2002, at w\\/w.house.gov/buriori/RSC/Abninence4.PDE 
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Talking Points 

Total government spending for absti- 
nence was only $144.1 million in FY 
2002, but total government spending on 
family planning, safe sex. and contracep- 
tive promotion was $1.73 billion in the 
same year: in other words, $12 on contra- 
ception services and promotion for each 
dollar spent on abstinence. 

Similarly, government spending on family 
planning, safe sex, and contraceptive pro- 
motion for teens In FY 2002 was $653 
million, but total spending for teen absti- 
nence was only $144.1 million: nearly 
$4.50 on contraception services and pro- 
motion for teens for each dollar spent on 
abstinence. 

These spending priorities are exactly the 
opposite of what parents in the United 
States say they want taught to their teens. 
In a recent Zogby poll, an overwhelming 
majority-85 percent-of parents said that 
the emphasis placed on abstinence for 
teens should be equal to or greater than 
the emphasis placed on contraception 


This paper, in its entirety, can be found at: 
www.heritage.org/research/family/bgl7t8.cfm 

Produced by the Domestic Policy Studies Department 

Published by Tbe Heritage Foundation 
214 Massachusetts Ave., NE 
Washington, DC 20002-4999 
(202) 546-4400 heritage.org 

Nothing written here is to be construed as necessarily reflecting 
the views of The Heritage Foundation or as an attempt to aid or 
hinder the passage of any bill before Congress. 
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By contrast, programs teaching teens to abstain 
from sexual activity received only an estimated 
$144.1 million in the same year. Overall, govern- 
ment spent $12 to promote contraception for every 
dollar spent to encourage abstinence. In addition, 
most contraceptive promotion or comprehensive 
sex-ed curricula contain material that is alarming 
and offensive to most parents. 

This funding asymmetry seems out of line with 
general social priorities. Early sexual activity has 
harmful effects on the health, psychological well- 
being. and long-term life prospects of teens, and 
these harmful effects will be reduced only slightly by 
contraceptive use. 

Regrettably, relatively few teens receive a clear 
message about the harmful effects of early sexual 
activity; few are taught that society expects teens to 
delay sexual activity. Instead, most safe sex/compre- 
hensive sex-ed programs send the clear, if implicit, 
message that society expects and condones teen sex- 
ual activity. The main message is that its okay for 
teens to have sex as long as they use condoms. 

Any new monies devoted to preventing preg- 
nancy should be directed not to amply funded con- 
traception programs, but to abstinence education 
programs that teach teens to delay sexual activity, 
reveal the harm caused by casual sex with multiple 
partners, and help young people to prepare for fidel- 
ity. intimacy, and healthy marriage. 

Government Funding for Contraceptive 
Promotion and Services 

Government-funded contraceptive programs pro- 
mote Che use of contraception for two purposes: to 
prevent unwanted pregnancy and to reduce the risk 
of infection by sexually transmitted diseases (STDs). 
To meet these goals, government contraceptive pro- 
grams may provide contraceptive services, promote 
and encourage contraceptive use, or both. 

A substantial amount of government funding is 
devoted to encouraging and facilitating contracep- 
tive use among teens. Programs pursuing this goal 
are often called safe sex programs, comprehensive 
sex-ed programs, or STD prevention programs. 
These programs are also misleadingly characterized 
as “abstinence plus" or “abstinence first" programs 


although, in fact, they contain little or no abstinence 
content.^ 

Federal Funding 

The federal government currently supports con- 
traceptive programs to prevent pregnancy and STDs 
through eight separate funding streams. These 
include Medicaid; Temporary Assistance for Needy 
Families (TANF); Title X Family Planning; Indian 
Health Service funding; the Division of Adolescent 
School Health (DASH) of the Centers for Disease 
Control and Prevention (CDC): the Social Services 
Block Grant (SSBG); the Community Coalition Part- 
nership Program for the Prevention of Teen Preg- 
nancy; and the Preventive Health and Health 
Services Block Grant. 

Medicaid Family Planning Funding 

The Medicaid program is administered through 
the Center for Medicaid Services (CMS) in the 
Department of Health and Human Services (HHS). 
Established through the Social Security Amend- 
ments of 1965. Medicaid is the third largest source 
of health insurance in the United States and the larg- 
est source of funding for health-related services for 
Americas poorest families. It is a joint federal and 
state program, with eligibility standards, benefits 
packages, payment rates, and administration estab- 
lished by each individual state under the same broad 
federal guidelines. Because it is a means-tested pro- 
gram. eligibility for Medicaid is based on a combina- 
tion of income and resource standards. 

According to federal law, the provision of family 
planning services and supplies is a mandatory com- 
ponent of the Medicaid program: such services must 
be provided by all states, The federal government 
reimburses Medicaid family planning services at a 
90 percent matching rate — a rate far higher than 
that for most medical services. (The 90 percent 
matching rate means that the federal government 
pays for 90 percent of the costs of family planning 
services provided by the states through Medicaid.) 

The government defines Medicaid family plan- 
ning services as follows: 

Family planning services are those provided 
to prevent or delay pregnancy or to otherwise 


3. See Advocates for Youth. "The Future of Sexuality Education: Science or Politics?" Transitions, Voi. T No. 3 (March 2001). p. 4 . 
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2002 Government Funding for Contraception I^omotion/Pregnancy Prevention Programs* 



A 

B. 

C. 

;i Total Funding for 

Total Funding for ^rrdy Planning, 

Total Funding for Family Planning, 

Family Planning. Safe 

&fe Sex. and Contraception 

Safe Sex. and Contraception 

Sex. and Contrac«>tion 

^vmotion 

Promotion 

Program Title and 

Promotion 

Excluding Ardliary Medical Services 

Excluding Ancillary Medical Services 

Administering Agency 

(ALL AGES) 

(ALL AGES) 

(TEENS ONLY) 

FEDERAL FUNDING 




Federal Medicaid Funding for Family 

1 Planning Services (CMMS) 

$834.2 mil'icn 

$555.6 miifoo 

$42.2 .Tiiilion 

Federal TANF Funding for Pregnancy 
Prevention (ACF) 

$307.7 molHon 

$3077 mBiion 

$204 9 million 

Federal Funding forTitle X Clinics 
|i (OFV^) 

$265 

$l76.6mi!licx> 

$58.8 million 

1 ; Indian Health Services (IMS) 

$n9miHKXi 

$1 19 miHkX) 

Unknown 

S Division of Adolescent School Health 
' (DASH) 

$38.1 miiliO!i 

$3S 1 million 

$38 1 million 

Social Services Block Grant (ACF) 

$23.8 mllwn 

$23.8 million 

Unknown 

Community Coalition Partnership 
Program for the Prevention ofTeen 
Pregnancy (CDC) 

$ i 3 i miiiion 

$!3-l million 

$13.1 million 

Preventive Health and Health Services 
Block Grar)t (CDC) 

$3.4 millicv' 

S3 4 .mii'ion 

Unknown 

Total Federal Funding 

$1.60 billion 

$1.24 billion 

$358 miilion 

STATE AND LOCAL FUNDING 




State Funding Allocated to Teen 
Pregnancy Prevention 


$2955 million 

$2955 million 

State Funding forTitle X Clinics 


$21 ;8 million 

$70.5 million** 

State Medicaid Funding for Family 
Planning Services 

$‘>2 7 miUoo 

$61.7 niiliion 

$4,7 million** 

State and Local Funding for STD/HIV 
Prevention General Sex Education 

IJoklVXMl 

Unknown 

Unknown 

Total State and Local Funding: 

$63 1 million** 

$494 million** 

$295 million** 

• Total Government Funding for 
Contraception Promotion 

$2.23 billion 

$1.73 billion 

$653 million 


, Source: See Appendtx, 

• All ft.inding figures use 2002 tjrrKtonts (the niost recent year for which most data are available) except where indicated in the 
program description m the text. 

; ‘"The $70.5 million for statcTi^c X spending for family planning forte^^sand the $4.7 niliion in state ft.inds for teens under 
Med'caid both overlap with the $2955 million esumate of state funds for'Tcen Pregnancy Pi-evcntion,” To ptevent an overcount of 
spending, the double-counted $75.2 million has been omitted from die state and local spending total for co^^traceptive promotion in 
• columns A, B, and C. 
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ataB ic2 ^ _ _■ 

2002 Government Funding for Family Life/Abstinence Programs* 


Program Title and Administering Agency 

A. 

Total Program Costs 

B. 

Total Program Cost 
Excluding Unrelated 
Spending 
(ALL AGES) 

C. 

Total Program Cost 
Excluding Unrelated 
Spending 
(TEENS ONLY) 

TitleVAbstinence Program Federal Block 
Grants (HRSA) 

$43.4 million 

$43.4 miliicn 

S43.-1 million 

SPRANS Abstinence Education Community- 
based Grants (HRSA) 

$40 mi'fkxi 

$40 million 

$40 million 

Tide XX Adolescent Family Life 

Demonstration and Research Program (OPA) 

$12 million 

$12 million 

$I2 million 

TANF Funding for Abstinence 

$ i 6.2 million 

$16.? million 

$I6.2 million 

State Funding for Abstinence Education 

$32.5 iraliion 

$32.5 million 

$32.5 million 

Total Government 

Abstinence Funding 

$144.1 million 

$144.1 million 

$I44.1 million 


Source: See Appendix. 

Al! funding figures use FY 2002 amounts (the most recent year for which most data are available) except where indicated in 
the program description in the text. 
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control family size. Counseling services, 
laboratory tests, medical procedures, and 
pharmaceutical supplies and devices are 
covered if they are provided for family 
planning purposes.... Only items and pro- 
cedures dearly provided or performed for 
family planning purposes may be matched 
at the 90 percent rate. The 90 percent 
matching rate is nor available for procedures 
that are performed for medical reasons.'^ 

The types of contraceptive services offered 
through Medicaid are determined by the individual 
states. Currently, most state Medicaid programs 
offer a wide variety of contraceptive services, 
including oral contraceptives, condoms, dia- 
phragms, spermicides, natural family planning, 
sponges, cervical cap. vaginal film, and sterilization 
through vasectomy or tubal ligation. In many 
states, Medicaid family planning funds are also 
used to support school-based clinics. 

Medicaid is the largest source of publicly funded 
family planning services in the United Stales.^ Due 
to federal waivers, Medicaid funds available for 
family planning have increased very rapidly in the 
past several years, reaching $926.9 million in fiscal 
year (FY) 2001.^ Of this amount, 90 percent ($834 
million) was federal,'^ An estimated $63 million in 
federal funds went to pregnancy prevention and 
contraception services among teens.® 

Calculating the cost of contraceptive services 
funded through Medicaid is complicated by the fact 


that Medicaid “family planning" charges often 
include such ancillary medical services as gyneco- 
logical exams, pap smears, STD tests, and preg- 
nancy tests. Medicaid rules are clear that these 
services are not fundable as family planning if they 
are provided independently or for purposes other 
than pregnancy prevention. 

However, if these services are routinely inte- 
grated as part of the contraceptive service provided 
to individuals, they could be counted as family 
planning expenses. For example, if a clinic per- 
forms gynecological exam.s and pap smears as a 
routine procedure when providing contraceptives 
to individuals, these services could be included as 
part of overall family planning costs. 

The share of overall Medicaid family planning 
expenditures resulting from these ancillary medical 
services is unknown. For purposes of this paper, we 
have estimated that two-thirds of Medicaid family 
planning costs covers contraceptives per se, while 
one-third covers ancillary medical services.® Thus, 
excluding expenditures for ancillary services, we 
estimate that federal Medicaid expenditures for 
contraceptive services were $555 million in 2002 
(two-thirds of S834 million). Expenditures for 
teens were $42 million. These reduced figures, 
excluding ancillary medical costs, are Included in 
columns B and C of Table 1 . 

Temporary Assistance for Needy Families 

The Temporary Assistance for Needy Families 
program was created as part of the 1996 Personal 


4. Chryl Andrews and Tracey Orloff, Sfaie Medicaid Coverage of Family Planning Services. National Governors’ A.s.sociation, 
December 1995, p. 2 (emphasis in onginal). 

5. ffaid. 

6. Total family planning expenditures for FY 2001 are according to proitminary internal CMS documents provided by congres- 
sional staff. Documents are available upon request from the authors. See also Medicaid information in Appendix, 

7. In Table 1 , the federal Medicaid expenditures for family planning {$834.2 million) and state Medicaid expenditures ($92,7 
million) are presented separately, 

8. Based on Medicaids FY 2000 report, which shows that 7.6 percent of Medicaid family planning expenditures went to fund 
services for youth. The estimate of $63 million for teen services in 2001 assumes that the 7.6 percent share of family plan- 
ning spending is relatively constam and would apply to 2(K)i spending as well. See Table 7, "Medicaid Experiditures— -Fiscal 
Year 2000," at vvww.d/ihs.state.sc.us/NiWidonJyres/ 

ea5iy!s55hidbqvgvj3amii6uqke4cbibb2nnyd3m5y5n4ic3qlxn27u4lsvcdapbmolbv6yjozpcj/208200parrial.pdf. 

9. The authors have been unable to obtain information on the share of Medicaid family planning funds allocated to ancillary 
medical service.s and would welcome further research or information on this topic to better understand the allocation of 
resources. 
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Responsibility and Work Opportunity Reconcilia- 
tion Act, TANF is operated by the Administration 
for Children and Families (ACF) within the Office of 
Family Assistance in the Department of Health and 
Human Services. 

One of the major goals of the TANF program is to 
reduce out-of-wedlock childbearing: therefore, 
states are free to use federal TANF funds for preg- 
nancy prevention. According to TANF financial 
data, 37 states spent federal TANF funds on preg- 
nancy prevention in FY 2002. Overall, some 2 per- 
cent of federal TANF expenditures {$323.9 million) 
was spent on pregnancy prevention programs in that 
year.^® State approaches to preventing teen preg- 
nancy can be divided into several categories, includ- 
ing sex education curricula, reproductive health 
services, youth development programs, media cam- 
paigns, efforts to prevent repeat teen births, and 
multiple component interventions. 

A small amount of TANF pregnancy prevention 
funds was spent on abstinence education. Eight 
stales — Florida, Illinois, Kentucky, Louisiana, New 
Mexico. Pennsylvania, South Carolina, and Vir- 
ginia — clearly describe funding of abstinence educa- 
tion as part of their formal TANF state plan. 
However, contacts with abstinence educators at the 
state level suggest that relatively little TANF funding 
is actually going to abstinence, 

Based on a survey of state TANF plans and con- 
tacts with abstinence educators, we estimate that, 
overall, no more than 5 percent of TANF pregnancy 
prevention funds was channeled into abstinence 
education, On the basis of that estimate, 95 per- 
cent of federal TANF pregnancy prevention funds 
($307.7 million) would have been spent on contra- 
ceptive-based pregnancy prevention, and 5 percent 
($16.2 million) would have been spent on absti- 


nence. in 2002. These figures appear in column A of 
Table I. 

According to the TANF Fifth Annual Report to Con- 
gress, “Most pregnancy prevention programs have 
focused on teenagers," Our analysis assumes, 
therefore, that two-thirds of federal TANF spending 
on contraceptive-based pregnancy prevention was 
directed to teen programs and services. This would 
mean that $204.9 million was spent on contracep- 
tion promotion for teens through the TANF program 
in 2002.^^ This figure appears in column C of 
Table 1. 

Title X Family Planning 

The Title X program is operated by the Office of 
Population Affairs (OPA) within the Office of Public 
Health and Science in the Department of Health and 
Human Services. It is the only federal program 
exclusively focused on the provision of family plan- 
ning services on a nationwide basis. Grants are pro- 
vided for voluntary family planning services through 
the family planning program, established by the 
Public Health Service Act of 1970. 

Title X funds are allocated among 10 regional 
offices, which then award grants and monitor ser- 
vices among a national network of community- 
based clinics, state and local health departments, 
hospitals, university health centers. Planned Parent- 
hood affiliates, independent clinics, and public and 
nonprofit agencies. The program supports a nation- 
wide network of more than 4,600 clinics that pro- 
vide reproductive health services to approximately 
4.4 million people each year. In nearly 75 percent of 
counties in the United States, at least one provider of 
contraceptive services is funded by the Title X family 
planning program. 


10. See U,S. Department of Health and Human Services. Administration for Children and Families, FY 2002 TANF Financial Data, 
at www.acf.dhhs.gov/progr2ms/afs/d<iia/i3bJeA_b{V3k_2002.htjnl. TANF financial reports also show $293 million in pregnancy 
prevention spending as part of state Maintenance of Effort spending under TANF These expenditures, financed by state rather 
than federal revenue, are likely to overlap with state .spending figures for Title X and for teen pregnancy prevention described 
below. For this reason, we have excluded them in the spending figures In Table 1 , See wwwacf.dhhs.gov/programs/ofs/data/ 
tableBl_2002.hii7i!. 

! 1 . The authors are engaged in an ongoing communication with abstinence leaders in order to obtain a firmer estimate of TANF 
funding for abstinence. 

12. TANF Fifth Annual Report to Congress. February 2003. pp. ITU. 

13. Ibid 
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The program is designed to provide access to a 
broad range of family planning methods and ser- 
vices. It provides Food and Drug Administration- 
approved methods of contraception, contraceptive 
supplies, and information to ail who want or need 
them, with priority given to low-income persons 
aged 15 to 44. In addition to contraceptive services 
and related counseling, Title X-supported clinics 
also provide preventive health services, including 
breast and pelvic examinations: cervical cancer. 
STD. and HIV screenings: and pregnancy testing 
and counseling. 

Despite the fact that legal authorization for the 
program expired in 1985, Congress continues to 
appropriate money for Title X. Federal appropria- 
tions for this program for 2002 totaled $265 mil- 
lion. This figure appears in column A of Table 1. 
As in the case of the Medicaid program, our analy- 
sis assumes that one-third of Title X funding goes 
for ancillary medical services such as gynecological 
exams and pap smears; this would leave $177 mil- 
lion of federal Title X funding to promote contra- 
ception services. According to the U.S. General 
Accounting Office, roughly one-third of the pro- 
grams clients are teens. Therefore, in 2002, roughly 
$59 million was spent on teen pregnancy preven- 
tion and contraception,^® These figures appear in 
columns B and C of Table 1 . 

Direct Health Care Services for American 
Indians and Alaskan Natives 

Health care services for American Indians and 
Alaskan Natives are administered by Indian Health 
Services (IHS) within the Department of Health and 
Human Services, The IHS is responsible for provid- 
ing health services to members of federally recog- 


nized tribes as part of the special government-to- 
government relationship between the federal gov- 
ernment and Indian tribes. As the principal federal 
health care provider and health advocate for Indian 
people, it currently provides health services to 
approximately 1.5 million American Indians and 
Alaska Natives who belong to more than 557 feder- 
ally recognized tribes in 35 states. 

The IHS provides teenage pregnancy programs 
through a wide array of community-based services 
and programs. Teen pregnancy prevention activities 
are provided through the hospitals and clinics, as 
well as local community and school-based adoles- 
cent health care centers. Services provided for teens 
include pregnancy testing and counseling, family 
planning counseling, and contraceptive educa- 
tion.’^ 

In 2002. out of $3.06 billion that was available 
for direct health care services for American Indians 
and Alaskan Natives. $119 million was spent on 
pregnancy prevention efforts.’® This figure appears 
in columns A and B of Table 1. It is unknown how 
much of that funding is specifically directed to 
teens, although, according to an HHS document, 
“Many IHS programs aim to improve the health of 
Indian children and adolescents,"’® 

Division of Adolescent School Health 

The Division of Adolescent School Health 
(DASH) is operated by the Centers for Disease Con- 
trol and Prevention in the Department of Health 
and Human Services. DASH exists to support the 
development and implementation of health promo- 
tion policies and programs that address priority 
health risks among youth, 


14. See Office of Family Planning, "Funding History Table. FY 1971-2002", at http://opa.osophs.dhhs.gQv/Mdex/ofp-funding- 
hislory.h:ml. 

1 5. The authors have been unable to obtain information on the specific allocation of Title X funds and would welcome further 
research or information on the breakdown of Title X funds in order to better understand where the resources are being spent. 

1 6. See U.S. General Accounting Office. Teen Pregnancy: State and Federal Efforts to Implement Prevention Programs and Measure 
Their Effectiveness, GAO/HEHS-99 -4. November 1998. p. 34. See also “Background on the Federal Title X Program," Repub- 
lican Study Committee Policy Brief. April 2003, at wM'w.house.gov/burfon/RSC/Tit/eX03PB.c/oc. 

1 7. Information provided by Congressional Research Service. 

18. See Republican Study Committee. "2002 Federal Sex-Ed/Contraception vs. Abstinence Funding." 

19. Federal Grants Manual for Youth Programs: A Guide to Youth Risk Behavior Prevention Funding. Voi. I, U.S. Department of Health 
and Human Services, 1999, p. 227. 
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DASH provides funding and technical support for 
coordinated school health programs. HIV preven- 
tion, teen pregnancy prevention, and the prevention 
of STDs and other related diseases. It supports 
national, state, and local organizations, including 
national nongovernmental organizations that work 
with and target various populations; state and local 
education agencies: a nationwide network of train- 
ing centers that help teachers in every state provide 
HIV education within coordinated school health 
programs: demonstration centers that train policy- 
makers and program managers: and universities. 

DASH expenditures for 2002 were $47.6 million, 
all of which went to programs for teens.^^ Our anal- 
ysis assumes that 80 percent of that sum {$38 mil- 
lion) went to support safe sex and conuraceptlve 
programs for teens. This figure appears in columns 
A, B, and C ofTable 

Social Services Block Grant 

The Social Services Block Grant is operated 
through the Administration for Children and Fami- 
lies in the Department of Health and Human Ser- 
vices, The program exists to enable each state to 
furnish the social services that are best suited to the 
needs of its residents. General Block Grant funds 
may be used to provide services directed toward one 
of the following five goals specified by law: to pre- 
vent. reduce, or eliminate dependency; to achieve or 
maintain self-sufficiency; to prevent neglect, abuse, 
or exploitation of children and adults; to prevent or 
reduce inappropriate institutional care; and to 
secure admission or referral for institutional care 
when other forms of care are not appropriate. 

The program was designed to consolidate federal 
assistance to states for social services into a single 
grant, increase state flexibility in using social service 
grants, and encourage each state to furnish services 
related to its five goals. States and other eligible 


jurisdictions determine their own social services 
programs and receive grant awards quarterly on a 
fiscal-year basis. 

Family planning services are included in the pro- 
grams goals and are defined as "educational, com- 
prehensive medical or social services or activities, 
which enable individuals, including minors, to 
determine freely the number and spacing of their 
children and to select the means by which this may 
be achieved. Services available include contracep- 
tive services, counseling and education, reproduc- 
tive health care, and fertility services. 

The Social Services Block Grant received $1.7 bil- 
lion in 2002 appropriations, of which $23.8 million 
was used for pregnancy prevention programs. 
This figure appears in columns A and B of Table 1 . 
While the amount specifically directed toward teen 
pregnancy prevention efforts is unknown, states are 
encouraged to use the funds received under this 
block grant to offer special services to at-risk youths. 

Community Coalition Partnership Programs 
for the Prevention of Teen Pregnancy 

Community Coalition Partnership Programs for 
the Prevention of Teen Pregnancy (CCPP) is oper- 
ated from and funded by the Centers for Disease 
Control and Prevention in the Department of Health 
and Human Services. It is a consortium of several 
agencies whose aim is to reduce pregnancies among 
high-risk adolescents through outreach programs in 
1 1 slates among 13 different communities.^^ 

Initiated in 1995, the program awards grants to 
communities in order to mobilize resources to sup- 
port comprehensive teen pregnancy prevention pro- 
grams. It also provides support for national 
nongovernmental education organizations to help 
schools implement teen pregnancy prevention pro- 
grams. In FY 2002, $13.1 million was spent on 


20. See Republican Study Committee. "2002 Federal Sex-Ed/Contracepcion vs. Abstinence Funding." 

21. See www.cdc.gov/nccdphp/dash/index.litm. 

22. Federal Grants Manual for Youth Programs: A Guide to Youth Risk Behavior Prevention Funding, Vol. I, p. 114, 

23. See Republican Study Committee. ”2002 Federal Sex-Ed/Contraception vs. Abstinence Funding.” 

24. For a list of the 13 communities, .see www.cdc.gov/reproductiveheakh/tpartnerhtm. 

25. See National Campaign to Prevent Teen Pregnancy. ’Breaking Ground: Lessons Learned from The Centers for Disease Controi 
and Prevention's Community Coalition Partnership Programs for the Prevention of Teen Pregnancy,” December 2003 at 
www.tcenpregnancy.org/resources/data/pdf/BreakingGivund.pdf. 
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community coalition pregnancy prevention pro- 
grams, all of which focused on teenagers.^^ This 
figure appears in columns A. B. and C of Table 1. 

Preventive Health and Human Services 
Block Grant 

The Preventive Health and Health Services 
(PHHS) Block Grant is administered through the 
Centers for Disease Control and Prevention in the 
Department of Health and Human Services. Grants 
awarded through this program provide states with 
funds to improve their residents’ quality of life and 
reduce high-risk behaviors and activities. This pro- 
gram serves as the primary source of funding to 
states for health education and risk-reduction activ- 
ities. The PHHS Block Grant provides states with 
flexibility to tailor disease prevention and health 
promotion programs to their health priority needs 
while enabling states to implement new programs 
and respond to unexpected emergencies. 

The PHHS Block Grant is the primary source of 
flexible funding that gives states the latitude to fund 
any of 265 national health objectives identified in 
the nations Healthy People 2010 health improve- 
ment plan, including family planning and preg- 
nancy prevention services. Its funding is used to 
support, among other things, clinical services, pre- 
ventive screening, laboratory support, public edu- 
cation. data surveillance, and program evaluation. 

Because of the variance in the allowable uses of 
the funds, no two states allocate their block grant 
resources in the same way, and no two states pro- 
vide similar amounts of funding to the same pro- 
grams or activities. A strong emphasis is being 
placed on adolescents, communities with little or 
poor health care services, and disadvantaged popu- 
lations. The states depend on this block grant to 


support public health funding where no other ade- 
quate resources are available. 

In FY 2002. PHHS Block Grants totaled $134.9 
million, a portion of which went toward pregnancy 
prevention efforts.^^ In that year, states used $1.4 
million to fund maternal and child health programs 
and family planning programs, Additionally, states 
used S2.03 million on sexually transmitted disease 
programs, emphasizing contraception. In total, the 
PHHS Block Grant provided at least $3,4 million to 
states for contraceptive and pregnancy prevention 
programs, many of which were likely to have been 
directed at teens, although the specific amount is 
unknown.^® This figure appears in columns A and 
B of Table 1 . 

State and Local Funding 

State Funding for Programs to Prevent Teen 
Pregnancy 

Many states have large-scale programs to reduce 
teen pregnancy that are funded by state revenues. 
Most of these programs focus on encouraging or 
facilitating contraceptive use among teens. 

One survey published by the Urban Institute 
found that states spent $328.3 million of their own 
revenues on teen pregnancy prevention programs 
in 1999.^^ The survey found that 44 states had spe- 
cific policies to provide contraceptive services to 
teens; 28 states had specific pregnancy prevention 
programs in public schools. More recent data on 
state spending to prevent teen pregnancy are not 
available, but it seems unlikely that funding has 
fallen below the 1999 levels, 

It is likely, however, that some state teen preg- 
nancy prevention funds were used to support absti- 
nence education. Our estimates assume that 10 
percent of teen pregnancy funds went to abstinence 


26, See Advocates for Youth information on CCPP at www.advocatesforyourh.org/puWicadons/cosfsrudy/investnienfs.fjfm. See also 
Republican Study Commiicee, '2002 Federal Sex-Ed/Contraception vs. Abstinence Funding," 

27. See National Center for Chronic Disease Prevention and Health Promotion. “Preventive Health and Health Service,? Block 
Grant: PHHS Block Grant Appropriations History," at www.cdc.gov/nccdp/ip/biockgrant/Tiistory.fitm. 

28. See "Preventive Health and Health Services Block Grant: National Allocation of Funds by Healthy People, 2000/2010 Health 
Problem," at www.cdc.gov/nccdphp/blockgranl^p2010.htfn. 

29, Richard Wertheimer, Justin Jager. and Kristin Moore. “State Policy Initiatives for Reducing Teen and Adult Nonmarital Child- 
bearing: Family Planning to Family Caps.” Urban Institute Mew Federalism Paper, Scries A, N. A-42, November 2000, at 
www.urban.org/UploadedPDF/anf_a43.pdf. 
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programs, while 90 percent (S296 million) was used 
to support contraceptive-oriented programs and ser- 
vices. This figure appears in columns A, B. and C of 
Table 1 . 

State Funding for Title X Family 
Planning Clinics 

Title X clinics are supported by a variety of fund- 
ing sources. In 1999, for every $1.00 received by 
clinics in direct federal Title X funds, state and local 
governments provided an additional $1.20. 

Assuming that a similar spending ratio continued 
in subsequent years, we estimate that Title X clinics 
would have received $318 million in state and local 
funding in 2002, This figure appears in column A of 
Table 1. As in the case of federal Title X funds, we 
estimate that a third of this spending went to ancil- 
lary medical services: this would leave $212 million 
in stale and local_of funds for contraceptive services 
in Title X ciinics.^^ This figure appears in column B 
ofTable 1. 

As noted above, one-third of Title X spending is 
for teens. Roughly $71 million in state and local 
Title X contributions went to provide contraceptives 
to teens in 2002. This figure appears in column C of 
Table 1 . 

State Funding for Medicaid Family 
Planning Services 

Under the Medicaid program, states pay 10 per- 
cent of family planning costs, In 2002. state Medic- 
aid spending on family planning came to $93 
million. This figure appears in column A ofTable 1. 
Assuming that one-third of this spending was for 
ancillary reproductive health services such as gyne- 
cological exams and pap smears, direct spending on 


contraceptive services would have been $62 million. 
This figure appears in column B of Table i. Of that 
sum. approximately $5 million would have gone to 
contraceptives for teens. This figure appears in 
column C ofTable 1. 

State TANF Matching Funds for 
Pregnancy Prevention 

States are required to contribute matching or 
“maintenance of effort" (MOE) funds to the Tempo- 
rary Assistance for Needy Families program: these 
expenditures are financed by state rather than fed- 
eral revenue. TANF financial reports for FY 2002 
show that $293 million in state TANF Maintenance 
of Effort funds was allocated to pregnancy preven- 
tion. 

These expenditures are likely to overlap consider- 
ably with state spending figures for Title X and for 
teen pregnancy prevention, described above. 
Because of the overlap, state TANF MOE spending 
on pregnancy prevention has not been Included in 
the spending figures in Table 

State and Local Funding for STD and HIV 
Prevention, Safe Sex, and Genera! 

Sex Education 

State governments also place a heavy emphasis on 
STD and HIV prevention among teens. In 1999, 41 
stales had a specific state policy requiring or encour- 
aging HJV education in the public schools: 35 states 
required or encouraged STD education in the 
schools,^*^ 

Nearly all STD/HIV education programs place a 
heavy emphasis on encouraging contraceptive use 
and “safe sex." In addition, most public school sys- 
tems use stale and local funds to provide general sex 


30. In 1999, Title X grantees reported $737,9 million in total revenues. Of that sum, 25 percent came directly from the federal Title 
X program, 12 percent came from other federal sources. 14 percent from Medicaid reimbursements, 29 percent from state and 
local governments, and 20 percent from patient fees and other sources. See U.S, Department of Health and Human Services, 
Office of Population Affairs, Office of Family Planning, "OFP References: Government Performance Results Act (GPRA)."at 
http://opa.osopb$.dhhs.gov/titlex/()fp_rcfcrences.hun}. 

3 1 . As noted previously, the authors have been unable to obtain information on the specific allocation of Title X funds and would 
welcome further research or information on the breakdown of Title X funds to clarify how resources are being spent, 

32. This sum represcncs 7.6 percent of $62 million. See note 8. 

33. See U.S, Department of Health and Human Service. Administration for Children and Families, FY 2002 TANF Financial Data, 
at mvw.acf.dhhs.oov/programs/ofs/i}a[a/(ab!eBI_2002.htm}. 
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education; most sexuality education has a contra- 
ceptive orientation. Figures on state and local fund- 
ing for STD/HIV education and general sex 
education are not available, but given the wide- 
spread official policies supporting these programs, 
funding is likely to be substantial. 

Abstinence Education Programs 

Funding for abstinence education is far more 
limited and recent than funding for contraceptive 
services and promotion. There are only four federal 
programs that fund abstinence education. 

Title V Abstinence Funding 

A major source of abstinence funding is the Sec- 
tion 510 Abstinence Education Grant Program, 
found in Title V of the Social Security Act. estab- 
lished under the 1996 welfare reform legislation. 
Administered as block grants by the Health 
Resources and Services Administration (HRSA) of 
the Department of Health and Human Services. 
Title V funds provide abstinence education and. at 
the option of states, mentoring, counseling, and 
adult supervision to promote abstinence from sex- 
ual activity, with a focus on those groups who are 
most likely to bear children out of wedlock. 

These programs encourage teen abstinence as 
preparation for healthy adult marriage. Grants are 
awarded to states based on the proportion of all 
low-income births in the entire country that 
occurred among their residents, and states can use 
these funds either to create abstinence education 
programs or to augment existing programs. 

Congress authorized $50 million per year in Title 
V grants for FY 1998 through FY 2002.^^ However, 
as California has consistently elected not to receive 
Title V funds, actual spending has been less than 
that amount. In 2002, the federal government 
spent a total of $43.4 million to fund Title V absti- 


nence programs.^^ This figure appears in columns 
A, B, and C of Table 2. 

In 1999, states provided direct service to 1.28 
million young people with Title V funds; two-thirds 
of these clients were age 14 or younger. The low 
numbers of high school students receiving absti- 
nence education is in line with the states’ apparent 
practice of focusing primarily on contraceptive pro- 
motion in high schools. 

SPRANS Abstinence Funding 

Funding for abstinence programs is also available 
through the Title V Special Projects of Regional and 
National Significance (SPRANS) program, adminis- 
tered by the Health Resources and Services Admin- 
istration of the Department of Health and Human 
Services. Included in SPRANS is the Community- 
based Abstinence Education Project Grant Program, 
which provides direct grants for public and private 
entities to develop and Implement abstinence-only 
education programs for adolescents of ages 12 
through 18 in communities throughout the United 
States. 

In FY 2002. SPRANS received $40 million for the 
Abstinence Education Project Grant Program, This 
sum was increased to $55 million in FY 2003.^^ 
This figure appears in columns A. B, and C of 
Table 2. 

Title XX Adolescent Family Life 
Demonstration and Research Program 

In addition, abstinence education funding is 
available through the Title XX Adolescent Family 
Life Demonstration and Research Program in the 
Office of Population Affairs within the Office of 
Public Health and Science in the Department of 
Health and Human Services, Enacted in 1981 as 
part of the Public Health Services Act (P.L. 97-35), 


35. See U.S. Depanmem of Health and Human Services. Health Resources and Services Administration, Maternal and Child 
Health Bureau, fact sheet. "Section 510 Abstinence Education Gram Program,' April 2002, at ftp://ftp.hna.gov/mchh/absti~ 
nence/siatefs.pdf. 

36. Figures .supplied by HHS Health Resources and Services Administration. 

37. U.S. Department of Health and Human Services. Health Resources and Services Administration, Maternal and Child Health 
Bureau, 2000 Annual Summary for the Abstinence Education Provision of the 1996 Welfare Law P.L. W4 193. Section 510 of Title V 
of the Social Security Act. July 2002. at ftp://ftp.hcsa.gov/mchb/abstinence/aiumalrptO0.pdf. 

38. See ' Consolidated Appropriations Resolution. 2003,’ RL. 108-7. February 20. 2003- 
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Title XX provides funding for a variety of adolescent 
health programs. 

Total funding for Title XX in FY 2002 was $28.9 
million. Of this amount, only an estimated $12 mil- 
lion was directed toward teen abstinence pro- 
grams. This figure appears in columns A. B, and C 
of Table 2. 

TANF Funding for Abstinence 

As noted previously, states spent $323.9 million 
of federal TANF funds on pregnancy prevention in 
FY 2002. Based on a review of state TANF plans and 
contacts with abstinence leaders, we estimate that 
approximately 5 percent of that sum ($16.2 million) 
went to abstinence education. This figure appears in 
columns A, B, and C of Table 2. 

State Funding for Abstinence 

State governments are required to match federal 
funding for the Title V abstinence program at a 75 
percent rate. Funding from any source — state, local, 
or private — can be used in the match. 

Abstinence educators report that a large portion 
of Title V matching funds takes the form of in-kind 
contributions made by local abstinence organiza- 
tions backed by private donations. Our analysis 
assumes, however, that state funding for abstinence 
in 2002 was roughly $32,5 million, or 75 percent of 
federal funding for Title Y This figure appears in 
columns A, B, and C of Table 2. 

Overall Spending On Pregnancy 
Prevention, Safe Sex, and Contraception 
Promotion Compared to Abstinence 

Overall spending totals are shown in both Tables 
1 and 2, Total government spending allocated to 
family planning, pregnancy prevention, safe sex. and 
contraceptive promotion was approximately $2.23 


billion in 2002.^*^ However, these figures are likely 
to be substantially below real expenditure totals, 
since figures on state and local spending on STD/ 
HIV prevention and genera! sex education are not 
available. Individual program spending figures are 
shown in column A of Table 1 . 

As noted in the prior discussion, accurate spend- 
ing estimates are complicated by the fact that some 
portion of family planning spending in the Medicaid 
and Title X programs goes to ancillary medical ser- 
vices such as gynecological exams and pap smears. 
We have attempted to adjust for this in column B of 
Table 1. In that column, federal and state spending 
totals for Medicaid and Title X have been reduced by 
one-third to exclude estimated costs of ancillary 
medical services. After this adjustment, total govern- 
ment spending on pregnancy prevention, safe sex. 
and contraceptive promotion is estimated to have 
been $1.73 billion in 2002. 

Expenditures on teens, with a similar adjustment, 
are shown in column C of Table 1 . After adjustment, 
total spending on teens for pregnancy prevention, 
safe sex, and condom promotion is estimated to 
have been $653 million in 2002. Summary spend- 
ing figures are shown in Chart 1. 

An overall comparison of spending on pregnancy 
prevention and safe sex compared to abstinence is 
shown in Chart 2. Total government spending on 
family planning, safe sex, and contraceptive promo- 
tion (after the exclusion of funding for ancillary 
medical services and non-related expenditures) was 
$1.73 billion for adults and teens combined, By con- 
trast. total spending for abstinence was only $144.1 
million. Thus, the government spent $12 on contra- 
ception services and promotion for each dollar spent 
on abstinence. 

A similar disparity exists in funding for teens. 
Total government spending on family planning, safe 


39. See U.S, Department of Health and Human Services. Office of Population Affairs, Office of Adolescent Pregnancy Programs, 
"Funding History Table, FY 1982-2002," at /iffp.//opa.osop/is.dh/is.^v/tit/exx/oapp-funding-/3istory.ljfmi, 

40. The estimates for total spending on family planning, safe sex. and contraceptive promotion in coiumas A, B. and C of Table 1 
are complicated by the fact that there is overlap in the spending figures for state and local programs. Specifically, both state 
spending on teens in the Tltte X program ($70.5 million) and state spending on teens in Medicaid ($4.7 million) are likely to 
be duplicated in the overall category of "state funds allocated to teen pregnancy prevention," To avoid duplicate counung, state 
spending on teens in Title X and Medicaid (a total of $75.2 million) has been subtracted from the government spending totals 
in columns A. B, and C of Table 1 . Coni^quemly. the total spending figures w'ill be slightly less than the sum of the individual 
program totals. 
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B Chart I B!7!8 

Government Spending on Family Planning, Safe Sex, 
Contraceptive Services and Promotion: FY 2002 
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Sources: See Table t and Appendix. 
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Government Funding for Contraceptive Services and Promotion 
Compared to Abstinence Education; FY 2002 
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Bi7i8 

Question from December 2003 Zogby Poll 

I Which of the followir^ statements is closest to your view? 

i A. Teaching teens to ^>stain from sexual activity is more important than teaching 
teens to use condcHns when having sex- 44% 

i B. Abstinence for teens and condoms for teens should have equal emphasis- 41% 

; C. Teachir^ teens how to use condoms when having sex is more important than 
teadiing about abstinence- 8% 

D. Government and the schools should promote neither abstinence for teens nor 
condoms for teens- 7% 

E. Not sure- 1% 

Source: Zo^ IntoTiationai Pdl of a Representat vs National Sample of Parents, taken m 

Decemb'3’ 2003. 


sex, and contraceptive promotion i. 
for teens (after the exclusion of i 
funding for ancillary medical ser- 
vices and non-related expenditures) 
was $653 million. By contrast, total 
spending for teen abstinence was 
only $144.1 million. Thus, the gov- 
ernment spent nearly $4,50 on con- 
traception services and promotion 
for teens for each dollar spent on 
abstinence. 

However, these spending priori- 
ties are exactly the opposite of what 
parents in the United States say they 
want taught to their teens. In a 
recent Zogby poll, only 8 percent of 
parents surveyed said they believe 
that teaching teens how to use a 
condom is more important than 
teaching teens to abstain from sex- 
ual activity. Instead, an overwhelm- 
ing majority — 85 percent — of 
parents said that the emphasis placed on abstinence 
for teens should be equal to or greater than the 
emphasis placed on contraception, (see Table 3).'^^ 

Uncertainties in Estimates 

The figures In Table 1 involve a number of uncer- 
tainties. The largest of these is the share of Medicaid 
and Title X family planning funding that goes to 
ancillary medical services such as gynecological 
exams and pap smears. These procedures are often 
treated as essential components of the provision of 
contraceptives, Therefore, they could reasonably be 
included as a component of the overall cost of con- 
traceptive services. 

However, our analysis has assumed that ancillary 
medical costs represented one-third of total family 
planning costs in the Medicaid and Title X pro- 
grams, and we excluded these ancillary medical 
costs from the contraceptive spending totals in col- 
umns B and C of Table 1 and from the comparisons 
In Chart 2. Others may estimate that the costs of 
these ancillary services are higher or lower than our 
figures. 


A second major uncertainty or inaccuracy is the 
absence of figures for state and local spending on 
HIV/STD prevention and general sex eaucat.ion,'^^ 
This sum is likely to be considerable, but informa- 
tion is not available at the pre.sent time. 

Other smaller uncertainties exist, The amount of 
TANF funding directed to abstinence education is 
uncertain, as is state and local funding for absti- 
nence. However, contacts with abstinence educa- 
tors suggest that the funds received from these 
sources are limited. 

Clearly, it would be possible to produce estimates 
for contraceptive and abstinence spending that are 
somewhat higher or lower than the figures in Tables 
1 and 2. However, no matter how the figures were 
adjusted, it would be extremely difficult to produce 
figures that contradicted the primary finding that 
government funding for contraceptive services and 
promotion is many times greater than funding for 
abstinence education. 

For example, if spending on ancillary medical 
services were assumed to be two-thirds of family 
planning totals in the Medicaid and Title X pro- 


4 1 . Zogby International Poll of a representative national sample of parents, taken in December 2003. 

42. Most sex education in ihe United State.s that is not explicitly abstinence education has a strong contraceptive orientation. 
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grams, rather than one-third as our analysis veys the message that society expects young people 
assumes, total government spending on contracep- to avoid sexual activity throughout their teen years. 


tion would still remain at $1.36 billion and $603 
million for teens. The overall spending figure would 
be still be 10 times higher than spending on absti- 
nence, and the teen spending figure would still be 
four times higher. 

Efforts to Expand Contraceptive Funding 

Despite the large current imbalance between con- 
traceptive funding and abstinence funding, strong 
efforts exist to further expand contraceptive funding 
and to reduce or eliminate funding for abstinence. 
For example, as part of the welfare reform reauthori- 
zation process, Representative Henry Waxman (D- 
CA) joined with many other liberals on the House 
Energy and Commerce Committee in an unsuccess- 
ful effort to abolish the existing Title V abstinence 
education program and replace it with new sex edu- 
cation funding that state bureaucracies could use for 
either safe sex or abstinence programs. Since the 
public health bureaucracies that would control the 
allocation of these funds are largely wedded to the 
“safe sex" approach and are hostile to abstinence 
education, the net effect of this legislative change, 
had it been enacted, would have been to eliminate a 
substantial portion of the abstinence education 
funds that are currently available. 

Similarly, the Family Life Education Act (H.R. 
3469), sponsored by Representative Barbara Lee {D- 
CA), seeks to provide $100 million per year in new 
funding for "comprehensive sexuality education" 
programs. Advocates of this type of legislation often 
try to solicit support by claiming that safe sex or 
comprehensive sex-ed programs support abstinence. 
They frequently mislabel these programs as "absti- 
nence plus” or “abstinence first" curricula. 

These terms, however, are very misleading; most 
"abstinence plus" curricula contain little or no absti- 
nence content, Typically, comprehensive sex-ed 
curricula contain only a few token sentences on 
abstinence in a text devoted almost exclusively to 
promoting condom use, In reality, most of these cur- 
ricula convey the message that society expects and 
condones widespread teen sexual activity; none con- 


^3, Based on a forthcoming Heritage Foundation content analysis 
first ' curricula. 

44. S. 2524, I07th Congress. 


Another effort to expand funding for contracep- 
tive education is the Work and Family AcC,'^^ co- 
sponsored by Senators Evan Bayh (D-IN) and Tom 
Carper (D-DE). This bill would provide $50 million 
to stales’ contraceptive programs to prevent teen 
pregnancy. The bills contraceptive programs are 
labeled “abstinence first." However, as noted above, 
safe sex curricula are habitually passed off as “absti- 
nence" curricula because they contain a few token 
references to abstinence. Advocates of the Bayh- 
Carper legislation have been unable to explain how 
“abstinence first" programs would differ from exist- 
ing comprehensive sex-ed/safe sex programs. 

Finally, as part of his overall TANF reauthoriza- 
tion bill, the Work, Opportunity and Responsibility 
for Kids Act (WORK) Act, Senator Max Baucus (D- 
MT) included a new program to provide $50 million 
per year in funding for safe sex and contraception 
education. The sex education provisions of this bill 
closely followed those of the Bayh-Carper Work and 
Family Act. The Baucus WORK bill was passed by 
the Senate Finance Committee in the summer of 
2002 but was never brought to the Senate floor. 

Sex-Ed Curricula Materials Deeply Offensive 
to Parents 

As noted above, given the popularity of absti- 
nence education among parents, safe sex and com- 
prehensive sex-ed programs are often misleadingly 
labeled “abstinence plas” or "abstinence first." Advo- 
cates of these curricula will disingenuously assert 
they are pro-abstinence because they contain a few 
perfunctory references to abstinence among materi- 
als that are overwhelmingly devoted to encouraging 
contraceptive use. 

In addition, safe sex/comprehenslve sex-ed cur- 
ricula generally contain materials that are deeply 
offensive to most parents. Most government-funded 
safe sex programs contain explicit demonstrations of 
contraceptive use, especially condoms. Often, com- 
prehensive sex-ed programs require middle school 
students to practice unrolling condoms on dildos or 


of comprehensive sex-ed, “abstinence plus," and “abstinence 
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bananas, and they have students practice shopping Conclusion 


for condoms. 

For example, the sex education program “Focus 
on Kids" teaches middle school and high school 
students that "there are other ways to be close to a 
person without having sexual intercoui^e.... The 
list may include body massage, bathing together, 
masturbation, sensuous feeding, fanaticizing watch- 
ing erotic movies, reading erotic books and maga- 
zines."'^^ This program is widely promoted by the 
Centers for Disease Control. 

Another well-known “abstinence plus" sex-ed 
curriculum promoted at the CDC is “Be Proud! Be 
Responsible!" This curriculum has students engage 
in homosexual role-playing: it also encourages mid- 
dle school and high school students to “think up a 
sexual fantasy using condoms” and to “use con- 
doms as a method of foreplay." Students as young 
as 13 years old are taught to “act sexy/sensual when 
putting condoms on, hide them on your body and 
ask your partner to find it” and "tease each other 
manually while putting the condom on."^^ 

Another aggressively promoted CDC “absti- 
nence-plus" program, “Becoming a Responsible 
Teen (B.A.R.T.)." has students practice putting con- 
doms on a plastic phallus. In addition, students 
receive instruction about using condom lubricants 
and are told to “find something around the house 
or at a convenience store to use as a substitute." If 
they "don’t have a water-based lubricant handy," 
they are told that “grocery store lubricants... grape 
jelly, maple syrup, and honey" can serve as substi- 
tutes.^^ 


Early sexual activity has manifold harmful 
effects. Teens who are sexually active are more 
likely to be depressed and are more likely to 
attempt suicide.^^ Beginning sexual activity at a 
young age greatly increases the probability of 
becoming infected with sexually transmitted dis- 
eases. Girls who begin sexual activity at an earlier 
age are far more likely to have abortions.'^® 

Women who begin sexual activity at an early age 
are far more likely to become pregnant and give 
birth out of wedlock and to be single mothers. 
Since single mothers are far more likely to be poor, 
early sexual activity is linked to higher levels of 
child and maternal poverty.^*^ 

Early sexual activity seriously undermines the 
ability of girls to form stable marriages as adults. 
When compared to women who began sexual activ- 
ity In their early 20s. girls who initiated sexual 
activity at ages 13 or 14 were less than half as likely 
to be in stable marriages in their SOs. Beginning 
sexual activity at an older age, however, is linked to 
higher levels of personal happiness in adult years. 

Abstinence education programs seek to encour- 
age a delay in sexual activity,^ Abstinence is widely 
popular, and many evaluations show that absti- 
nence education programs can substantially reduce 
teen sexual activity. Despite this, there is currently 
relatively little government funding for abstinence 
education. 

Total government spending for abstinence was 
only $144.1 million in FY 2002. By contrast, total 
government spending on family planning, safe sex, 
and contraceptive promotion was $1.73 billion in 


45, Physicians Consortium, "Sexual Messages in Government-Promoted Programs and Todays Youth Culture," April 2002, 

46, Ibid: 

47, Ibid, 

48, Robert E. Rector, Kirk A. Johnson, Ph.D.. and Lauren R. Noye-s. "Sexually Active Teenagers Are More Likely to Be Depressed 
and to Attempt Suicide. ' Heritage Foundation Center for Data Analysis Re/x>rt No. 03--04. June 3, 2003, 

49, Robert E. Rector, Kirk A. Johnson, Ph.D.. Lauren R. Noyes, and Shannan Martin, The Harmful Eflects of Early Sexual .Activity 
and Muirip/e Sexual Fanners Among Women: A Book of Charts. The Heritage Foundation. June 26, 2003. 

50, /bid. 

51, /bid. 

52, By contrast, comprehensive sex-ed programs accept teen sexual activity and do not seek to promote a significant delay in ini- 
tial sex activity. These programs, for example, do not u^e young people to avoid sexual activity during their high-school 
years. 
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the same year. In other words, the government spent 
$12 on contraception services and promotion for 
each dollar spent on abstinence, 

A similar disparity exists in funding for teens and 
youth. In FY 2002, government spending on family 
planning, safe sex, and contraceptive promotion for 
teens was $653 million. By contrast, total spending 
for teen abstinence was only $144.1 million. Thus, 
the government spent nearly $4.50 on contracep- 
tion services and promotion for teens for each dollar 
spent on abstinence. 

This term, the Senate will act to renew welfare 
reform by reauthorizing TANK This legislation will 
also include reauthorization of the Title V abstinence 
program. As part of TANF reauthorization, it is 


likely that some in the Senate will seek to establish 
new funding for safe sex/contraceptive promotion 
programs. Given the alarming content of most com- 
prehensive sex-ed programs, and given the current 
funding imbalance between contraceptive promo- 
tion and abstinence, efforts to increase contraceptive 
programs for teens would be dangerously counter- 
productive. 

— Mdissa G. Pardue is Harry and jeanetfe Weinberg 
Fellow in Social Welfare Policy in (be Domestic Policy 
Studies Department, Robert E. Rector is Senior Research 
Fellow in Domestic Policy Studies, and Shannan Martin 
is Research Assistant in Welfare Policy at The Heritage 
Foundation. 
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Appendix: 

Spending Calculations 

Medicaid: Federal Family Planning Funding 

Medicaid spending on family planning has expanded very rapidly in recent years due to federal waivers 
that have allowed states to expand the number of beneficiaries. In FY 2000, Medicaid expenditures on fam- 
ily planning were $577.6 million; of that total. 7.6 percent went to services for youth. See Table 7 at 
www.dhh5.st:ate.sc.us/NR/rdonlyres/ea5iyls55hidbqvgvj3amti6uqke4cbibb2nnyd3m5y5n4ic3qIxn27u4lsvcdapbmol 
bv6yjozpcj/208200partiaipdf. According to preliminary internal Center for Medicaid Services (CMS) docu- 
ments provided by congressional staff, total Medicaid family planning expenditures rose to $926.9 million 
in FY 2001. (These documents are available from the authors upon request.) Of this amount, some 90 per- 
cent ($834.2 million) was federal spending; this figure appears in column A of Table 1. Our analysis 
assumes that one-third of Medicaid family planning spending goes to ancillary medical services, leaving 
two-thirds ($555.6 million) for contraceptive services in 2001. Of the total of $555. 6 million, we estimate 
that some $42.2 million (7.6 percent) went to services to teens, based on historic spending patterns. 

Federal TANF Funding for Pregnancy Prevention (ACF) 

According to 2002 TANF Financial Data available at mvw.acf.dhhs.gov/programs/ofs/data/ 
t3blcA_break_2002.html. $323. 9 million (2 percent of total federal TANF expenditures) was spent on preg- 
nancy prevention efforts. Our estimate assumes that 95 percent of this funding goes to contraceptive pro- 
motion and 5 percent to abstinence education ($307.7 million and $16.2 million, respectively). According 
to the TANF Fifth Annual Report to Congivss, “Most pregnancy prevention efforts have focused on teenagers." 
The estimate of $204,9 million in funding for contraception for teens in column C of Table I assumes that 
66.6 percent of $307,7 million in TANF contraceptive funds went to teens. 

Federal Funding for Title X Clinics (OPA) 

According to the Office of Family Planning in the Office of Population Affairs at the Department of 
Health and Human Services, federal funding for the Title X program was $265 million in FY 2002, See 
http://opa.osophs.dhhs.gov/titlex/ofp-fundmg-hiscory.htm}. Our estimate assumes that one-third of Title X fund- 
ing was used for ancillary medical services, leaving $176.6 million available for contraception promotion: 
this figure appears in column B of Table 1. Estimated funding for teens appears in column C of Table 1. 
According to the General Accounting Office, approximately one-third of the programs funding is for teens. 
See Teen Pregnancy: State and Federal Efforts to Implement Prevention Programs and Measure Their Effectiveness. 
GAO/HEHS-99-4, November 1998. p. 34. See also "Background on the Federal Title X Program," Republi- 
can Study Committee Policy Brief, April 2003, at www.house.gov/burton/RSC/TitleX03PB.doc. One-third of 
$1 76,6 million is $58.8 million, spent on teen pregnancy prevention. See also "Surveillance of Family Plan- 
ning Services at Title X Clinics and Characteristics of Women Receiving These Services, 1991," at 
www.cdc.gOv/epo/mmwr/preview/mmwrhtml/00053549.htm. 

Division of Adolescent School Health (DASH) 

Funding for the DASH program in FY 2002 was $47.6 million, all of which went to programs for teens. 
Our estimate assumes that 20 percent of DASH funding went to general reproductive health services, leav- 
ing $38 million available for contraception promotion programs for teens. See www.cdc.gov/nccdphp/dash/ 
index.htm. See also Republican Study Committee. “2002 Federal Sex-Ed/Contraception vs. Abstinence 
Funding," Septem.ber 6, 2002. at www.house.gov/burton/RSC/AbsCinencc4.PDF 
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Social Services Block Grant (ACF) 

The Social Services Block Grant received $1.7 billion in 2002 appropriations, of which $23.8 miliion was 
used for pregnancy prevention programs. While the amount specifically directed to teen pregnancy preven- 
tion efforts is unknown, slates are encouraged to use this money to offer special services to at-risk youth. See 
“2002 Federal Sex-Ed/Contraception vs. Abstinence Funding” at www.bouse.gov/burton/RSC/Abstinence4.PDE 

Community Coalition Partnership Program for the Prevention of Teen Pregnancy (CDC) 

According to the CDC, $13.1 million was spent on pregnancy prevention programs in 2002 under the 
Community Coalition Partnership program. All of this funding was directed to programs for teenagers. See 
wv,nA'.cdc.gov/nccdphp/drh/up_adoiprcg.htm. 

Preventive Health and Health Services Block Grant (CDC) 

According to figures available at www.cdc.gov/nccdphp/blockgrant/hp2010.htm. states spent roughly $3.4 mil- 
lion in Preventive Health and Health Services Block Grant funds on contraceptive services and related pro- 
grams in FY 2002. This sum includes $2.03 million on programs to prevent sexually transmitted diseases 
(the majority of which are contraception promotion programs); $882,893 on family planning services; and 
$518,390 on Maternal. Infant, and Child Health programs. No data were available to determine what pro- 
portion of that funding was spent on teen contraception promotion. 

State Funding Allocated to Teen Pregnancy Prevention 

According to a study published by the Urban Institute, states reported spending $328.3 million of their 
own revenues on teen pregnancy prevention in 1999. See Richard Wertheimer, Justin Jager, and Kristin 
Moore, “State Policy Initiatives for Reducing Teen and Adult Nonmarital Childbearing: Family Planning to 
Family Caps," November 2000, at www.urban.org/UpJoadedPDF/anf_a43.pdf. More recent data are not avail- 
able. Our estimate assumes that iO percent of these funds may go to abstinence education, leaving $295.5 
million (in column B of Table 1) for programs with a contraceptive focus. 

State Funding for Title X Clinics 

Title X clinics are supported by a variety of funding sources. In 1999, Title X grantees reported $737,9 
million in total revenues, Of that sum. 25 percent came directly from the federal Title X program. 1 2 percent 
came from other federal sources, 14 percent came from Medicaid reimbursements, 29 percent came from 
state and local governments, and 20 percent came from patient fees and other sources. See "Government Per- 
formance Result Act (GPRA)" at hl[p://opa.osophs.dl^hs.gov/titlex/ofp_references.}itmL 

In 1999, for every $1.00 received by clinics in direct federal Title X funds, state and local governments 
provided an additional $.1.20, Our estimates assume that a similar spending ratio continued In subsequent 
years. This means that Title X clinics would have received $31 8 million in state and local funding in 2002. As 
in the case of federal Title X funds, we estimate that a third of this spending went to ancillary medical ser- 
vices. This would leave $212 miliion in state and local funds for contraceptive services In Title X clinics. This 
figure appears in column B of Table 1. As noted above, one-third of Title X spending is for teens. Roughly 
$71 million in state and local Tide X contributions went to provide contraceptives to teens in 2002. 

State Medicaid Funding for Family Planning Services 

Medicaid spending on family planning has expanded very rapidly in recent years due to federal waivers 
that have allowed states to expand the number of beneficiaries. According to preliminary internal CMS docu- 
ments provided by congressional staff, total Medicaid family planning expenditures rose to $926.9 million in 
FY 2001. Of this total, 10 percent ($92.7 million) was state spending; this figure appears in column A of 
Table I . Our analysis assumes that one-third of M^icaid family planning spending goes to ancillary medical 
services, leaving two-thirds ($61.7 million) for contraceptive services in 2001. Of that $61.7 million total, we 
estimate that some $4.7 million (7.6 percent) went to services to teens based on historic spending patterns. 
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Total Spending figures for Contraception Promotion 

The figures for total state spending on contraception promotion are slightly less than the sum of the indi- 
vidual program totals because of overlap in the funding for some individual programs. Specifically, the 
$70.5 million for state Title X funding for teens and the $4.7 million for state Medicaid funding for teens 
overlap with the $295.5 million in "State Funds Allocated to Teen Pregnancy Prevention," Consequently, 
the duplicated amount of $75. 2 million has been subtracted from all the spending totals in columns A. B, 
and C of Table 1. 

Title V Abstinence Program Federal Block Grants (HRSA) 

See Section 510 of Title V fact sheet at ftp://ftp.brsa.gov/mchb/abstinence/statcfs.pdf. 

SPRANS Abstinence Education Community-based Grants (HRSA) 

See SPRANS Community-based Abstinence Education Project Grant Program fact sheet at 
ftp://ftp.hrsa. gov/mchb/abstinence/cbofs.pdf 
Title XX Adolescent Family Life Demonstration and Research Program (OPA) 

According to the Office of Adolescent Pregnancy Programs, total funding in FY 2002 for Title XX was 
$28.9 million. The estimate assumes that only $12 million of those funds was spent on abstinence pro- 
grams, all of which are directed at teens. See http://opa.osopbs.dhhs.gov/titJexx/oapp-funding-history.htmI, 
TANF Funding for Abstinence 

According to 2002 TANF financial Data available at www.acf.dhhs.gov/pwgrams/ofs/data/tableA__break_ 
2002.htmi, $323.9 million {2 percent of total federal TANF expenditures) was spent on pregnancy preven- 
tion efforts. Our estimate assumes that 5 percent of this funding ($16.2 million) went to abstinence educa- 
tion. 

State Funding for Abstinence Education 

The figure $32.55 million equals the slate match in the Title V abstinence funds (75 percent of federal 
Title V spending). This figure is also consistent with our assumption that some 10 percent of the $328.3 
million in slate funds for pregnancy prevention went to abstinence. See “State Funding Allocated to Teen 
Pregnancy Prevention," above. 


s 

^^eritagc^midatioii - 


page 21 



542 


18. UK “Comprehensive” Sex Education 
Outcomes 
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HHHnews 

Published: 2004/03/15 

Teen pregnancy plan 'a disaster' 

Teenage pregnancies have risen fastest in areas where the government has 
tried to reduce them, campaigners say. 

Teenagers should be taught the benefits of not having underage sex rather than 
being given the means to have sex, Family and Youth Concern says. 

President Valerie Riches called the government's efforts to cut teenage 
pregnancy a "disaster". 

The Department of Health says access to contraception is just part of its strategy 
to combat teenage pregnancy. 

They seem to be actively urging young people to have sex with the free 
availability of contraception 

Valerie Riches 
Family & Youth Concern 

In a booklet entitled Sex Education or Indoctrination published on Monday the 
group claims the government's efforts to half pregnancies in under-18s by 2010 
are not working. 

Earlier this month, it was revealed latest figures showed that the number of 
teenagers becoming pregnant had increased by 2.2%. 

The number of under-18s who became pregnant in England and Wales rose from 
40,966 in 2001 to 41 ,868 in 2002, according to government statistics. 

'No questions asked' 

Mrs Riches said areas with special programmes to tackle the problem had seen 
a rise in teenage pregnancies, citing increases of 22,4% in Torbay and 16,4% in 
Cornwall 

"They seem to be actively urging young people to have sex with the free 
availability of contraception, no questions asked and with parents out of the 
loop," she said. 
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She said the "vast majority" of youngsters did not want to have sex and that girls, 
in particular, felt under pressure to "give it away". 

"Until our sexual educators overcome their phobia about abstinence and their 
obsession with sexual expression, they are unlikely to make any positive 
progress", she added. 

A Department of Health spokesman said providing access to contraception 
should be seen "in the overall context" of the government's teenage pregnancy 
and sexual health strategies. 

"This includes helping young people to resist pressure to have early sex through 
improved sex and relationship education. 

"It also includes improving knowledge of risks of unprotected sex, increasing 
early uptake of contraceptive and sexual health advice by sexually active young 
people and involving parents and the wider community", he added. 

Story from BBC NEWS: http://news.bbc.co.Uk/go/pr/fr/-/1/hi/health/3510962.stm 
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SUNDAY TELEGRAPH(LONDON) 

March 14, 2004, Sunday 
SECTION: News Pg. 12 

Teen pregnancies increase after sex education classes 

Pounds 15m scheme to give advice and free contraceptives has ‘encouraged children to 
have sex' and caused a rise in pregnancies of up to 34 per cent, says report 

BY DAVID BAMBER Home Affairs Editor 

TEENAGE PREGNANCIES have risen fastest in areas of the country where the 
Government has specifically targeted resources to reduce them, a new survey has 
revealed. 

The report, to be published tomorrow, says that the explicit sex education leaflets and 
free condoms provided to under-age girls by the Government schemes have simply 
encouraged them to have sex. 

The report. Sex Education or Indoctrination?, from the Family Education Trust, an 
independent think-tank, claims that there is a direct link between giving young people 
such sex education and a rise in live births. 

Official figures released last week showed that teenage pregnancies in England rose 
year-on-year by more than 800, despite the pounds 15 million spent by the Government 
on strategies to reduce them. 

There has also been a 62 per cent increase in the number of cases of sexually 
transmitted diseases among young people aged 19 and under, rising from 25,143 cases 
in 1997 to 40,821 in 2002. 

The Government’s Teenage Pregnancy Unit, established in 1999, said that pregnancies 
among under-18s rose from 38,439 in 2001, of which 46 per cent were aborted, to 
39,286 in 2002, Abortion statistics for 2002 are not yet available. The figures relate to 
pregnancies among 15- to 17-year-olds - no national statistics are kept on girls of 14 and 
below. 

Teenage pregnancy rates in Britain remain the highest in western Europe. One in every 
10 babies born in England is to a teenage mother. 

The Government's aim is to reduce teenage pregnancies by 50 per cent by 2010, with 
an interim target of a 1 5 per cent reduction by the end of this year. 

The Family Education Trust report analyses areas where the Teenage Pregnancy Unit 
have set up programmes to reduce the number of girts falling pregnant. The unit's 
strategy involves more explicit sex education in schools, often conducted by nurses 
without teachers present; free condoms; and sending birthday cards when girls reach 14 
asking them to attend confidential health checks without their parents. 

The trust discovered, however, that in most places the strategy had backfired. According 
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to the Government figures, one target area, Cornwall, saw a 17 per cent rise in teenage 
pregnancies between 2001 and 2002 (from 306 to 359); Torbay rose 22 per cent (from 
92 to 113); and Haringey eight per cent (from 281 to 310). in York teenage pregnancies 
rose by 34 per cent (from 93 to 1 25) over the same period and in Solihull by 1 7 per cent 
(from 121 to 142). 

In some targeted areas, there was a decrease. In Rotherham pregnancies decreased by 
eight per cent (from 258 to 235) and in Bury by three per cent (from 156 to 150). 

The author of the report, Valerie Riches, a former social worker, said: 'The 
Government's teenage pregnancy strategy is based on the premise that it is unrealistic 
to expect young people to abstain from sex. They have embarked on a damage- 
limitation exercise dependent on condom use and the use of the morning-after pill. 

"The figures show, however, that it might be wiser to support the majority in abstinence 
and demonstrate to the minority the physical, emotional and psychological benefits of 
delaying sex until marriage." 

She is deeply critical of the material used by the Teenage Pregnancy Unit, especially of 
a guide for girls produced by the Family Planning Association, a charity that is partly 
funded by the Government. 

One guide, called "4 Girls", tells teenagers how to obtain contraception, explains 
sexually transmitted diseases, and gives reassuring advice about sex. Another leaflet 
tells young girls: "Contraceptive advice and supplies are free to everyone. It doesn't 
matter how old you are . . . there's no right age to have sex." 

Mrs Riches said; "The Family Planning Association sows confusion in a child’s mind 
about right and wrong and presents only one moral absolute - the use of condoms," 

The report points out that the promotion of abstinence among young people in America 
has lead to a drop in teenage pregnancies by 10 per cent. 

Anne Weyman, the chief executive of the FPA, defended her charity's advice. She said: 
"Good sex and relationships education is most effective as a multi-faceted approach, 
from within home, school and healthcare settings. 

"Studies have shown that abstinence education doesn't work, it makes young people 
more vulnerable, because they don't have the knowledge to protect themselves against 
pregnancy or sexually transmitted infections." 

A spokesman for Cathy Hamlyn, the head of the Teenage Pregnancy Unit, part of the 
Department for Education and Skills, said: "The teenage pregnancy strategy is the first 
cross-government strategy to tackle our unacceptably high rates of teenage pregnancy. 

"The strategy helps people to resist pressure to have early sex through improved sex 
and relationship education and supporting parents in talking to children about these 
issues.” 
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Sunday Times (London) 

March 14, 2004, Sunday 
SECTION: Home news; News; 10 

Pregnancies rise after sex classes 

BYLINE: Chris Johnston 

MAKING sex education in schools more explicit has increased teenage pregnancies 
rather than reducing them, according to a report. 

In schools where pupils have been given free condoms, more sex education, and girls 
have been invited to have confidential health checks, schoolgirl pregnancies have risen 
by up to 34%. 

The Family Education Trust, which promotes "responsible attitudes to marriage and 
family life", has found the number of pregnancies has increased in areas targeted by the 
government's Teenage Pregnancy Unit. 

Quoting official figures the trust reveals the pregnancy rate in one target area, Cornwall, 
rose from 306 schoolgirl pregnancies in 2001 to 359 in 2002 -a 17% increase. Torbay in 
Devon saw a 22% rise from 92 to 113, Solihull in the Midlands 17% (121 to 142), and 
York 34% (93 to 125). 

However, the pregnancy rate did fall in some areas. In Rotherham, South Yorkshire, 
there was a 9% decline from 258 to 235 and 4% in Bury, Lancashire, from 156 to 150. 

The report. Sex Education or Indoctrination?, written by a former social worker, Valerie 
Riches, claims that sex education is being used as a "manipulative tool to replace the 
influence of parents with the authority of the state". 

She is highly critical of the material used by the Teenage Pregnancy Unit, in particular a 
guide for girls produced by the Family Planning Association. 

"It sows confusion in a child's mind about right and wrong and presents only one moral 
absolute -the use of condoms," Riches said. 

"The government's teenage pregnancy strategy is based on the premise that it is 
unrealistic to expect young people to abstain from sex. They have embarked on a 
damage-limitation exercise dependent on condom use and the morning-after pill." 

Anne Weyman, chief executive of the Family Planning Association, defended her 
charity's advice and said numerous studies had indicated that promoting abstinence did 
not work. 

"It makes young people more vulnerable," she said, because they don't have the 
knowledge to protect themselves against pregnancy or sexually transmitted infections." 

A spokesperson for the Teenage Pregnancy Unit said the strategy helped resist the 
pressure to have sex too early by improving sex and relationship education. 
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Press Association 
March 15, 2004, Monday 
SECTION: HOME NEWS 

TEENAGERS SHOULD BE TAUGHT SEXUAL 
ABSTINENCE, SAYS CAMPAIGNER 

BYLINE: Lyndsay Moss, Health Correspondent, PA News 

Teenagers should be taught the advantages of not having underage sex rather than 
being given the means to help them, a sexual health campaigner said today. 

Valerie Riches, president of Family & Youth Concern, said teaching the benefits of 
abstinence would work better in schools than promoting safe sex and handing out free 
condoms and the morning-after pill. 

She branded the Government's strategy to tackle teenage pregnancy "a disastef and 
said ministers had made matters worse. 

Mrs Riches outlines her controversial views in a report Sex Education or Indoctrination? 
which is published today. 

The booklet claims that the Government's efforts to half pregnancies in under-18s by 
2010 were not working, with figures showing a 0,7% increase between 2001 and 2002. 

Mrs Riches, a former social worker, said in areas where special programmes were 
operating to specifically tackle the problem teenager pregnancies were actually rising - 
by 16.4% in Cornwall and 22.4% in Torbay. 

"They seem to be actively urging young people to have sex with the free availability of 
contraception, no questions asked and with parents out of the loop," she said. 

Mrs Riches said abstinence education programmes in the US had seen a 19% fall in 
teenage pregnancies during the 1990s and urged the Government to stress the 
"advantages of restraint". 

"If we are to tackle rising sexual disease and teenage pregnancies, schools need to first 
focus on the future and see the advantages of restraint and teach children to respect 
their gift of fertility. 

"Fertility is a wonderful thing. They don't need to abuse it," 

Mrs Riches said that most under-16s were not having sex and it was not "the norm". 

"The vast majority of youngsters don't want to do it (have sex). 

"They think they are obliged to, and girls in particular are under pressure to just give it 
away," she said. 
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Asked what ministers should do now, Mrs Riches said: "They need to take a good hard 
look at what they are doing and reverse their policies, 

"Instead of saying to youngsters we are going to supply the methods to try to make you 
not make people pregnant, they should be teaching why it is good not to have sex." 

She added; "Until our sexual educators overcome their phobia about abstinence and 
their obsession with sexual expression, they are unlikely to make any positive progress." 

A Department of Health spokesman said: "A key aim of the Government's teenage 
pregnancy strategy is to reduce rates of unintended pregnancy and provision of good 
quality contraceptive services play a major part in achieving this. 

"Health professionals can provide contraception to young people under 16 provided they 
are satisfied that the young person is competent to understand fully the implications of 
any treatment and to make a choice of the treatment involved." 

He added: "Improving access to emergency contraception should be seen in the overall 
context of the Government's teenage pregnancy and sexual health strategies. 

"This includes helping young people to resist pressure to have early sex through 
improved sex and relationship education, improving knowledge of risks of unprotected 
sex, increasing early uptake of contraceptive and sexual health advice by sexually active 
young people and involving parents and the wider community." 

Anne Weyman, chief executive of the Family Planning Association (fpa), said: "We have 
always believed that parents play a vital role in educating their children about sex and 
relationships. 

"In fact fpa deliver programmes empowering parents to talk to their children about sex, 
as they often find it a difficult subject to discuss. 

"Good sex and relationships education is most effective as a multi-faceted approach, 
from within the home, schools and health care settings." 
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Serving tfie lesbian, gay. teansgender 
& biseajal communities 

Gav Heatth' 

Lesbians Often Misinformed About HPV, 
Cervical Cancer Risk 

by GavHealth Staff 


Women who have sex with women (WSW) are sometimes not informed about their risks for HPV, 
cervical cancer , and are often told they don't need regular Pap tests, according to a study 
published in the August issue of the Health Promotion Journal of Australia. 


"Among more than 400 lesbians surveyed about their Pap screening 
behavior, nine percent were told that they didn't need a Pap test," 
said the lead author of the study Adrienne Brown from the Cancer 
Council of Victoria. 'The disturbing thing is that most women who 
are given this advice - 89 percent of the them - received it from a 
doctor," said Ms. Brown. 

Regular Pap screenings can save your life. Early detection is key to 
fighting cervical cancer. "The reason for alarm is that most women 
who die from cervical cancer have not had regular Pap tests," 
according to Kate Broun, Manager of PapScreen Victoria. 

HPV does not require penetration to pass between partners, it 
spreads between sexual partners during close skin to skin contact. Research shows that HPV is 
transmitted sexually between female partners. 

Results from international research suggests that as many as one in five lesbians who've never 
had sex with men are being infected with HPV, a press release from the Health Promotion 
Journal of Australia stated. 

You should have your first cervical screening within about three years of your first sexual 
encounter or by the age of 21. Most women between the ages of 21 and 30 should have a Pap 
test at least once a year, according to the latest recommendations from the American College of 
Obstetrics and Gynecology. Women over 30 may require screenings less often. 

There is evidence that 90 percent of the most common type of cervical Is preventable with two 
yearly screening, however only two thirds of Australian women are doing so. 

Lesbians having regular Pap smears were much more likely to visit health care providers who 
knew about their sexual orientation, and who were sensitive to gay and lesbian health needs 
compared to those not having regular pap tests. 

Research has demonstrated that HPV is not the only sexually transmitted infection WSW need to 
worry about. 


"The disturbing 
thing is that most 
women who are 
given this advice 
received it from a 
doctor." 


</TD< tr> 



552 


In a study published in the October 2000 issue of ttie Journal of Sexually Transmitted Diseases, 
WSW demonstrated a significantly higher prevalence of bacterial vaginosis (BV), hepatitis C, and 
HIV risk behaviors compared to non-WSW. 'The assumption that women who engage in sex with 
other women are not at risk of STTs is clearly incorrect," said Katherine Fathers, M.D., lead 
author of the study from the Sexual Health Unit at Alice Springs Hospital In Australia. 

A total of 1,408 women who reported ever having sex with another woman were compared with 
1,423 women who had never had sex with a w/oman. The women had all attended the Sydney 
Sexual Health Center between 1991 and 1998. Only seven percent of the WSW or 283 women 
reported no sex with a male in the past 12 months (exclusive WSW) -- 25 percent of these WSW 
reported never having had sex with a man. 

For more information about Pap screenings visit the Web site PapScreen Victoria at 
www.papscreen.org. There is a link in the sidebar. 

Updated; Wednesday, August 20th 2003 
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5«rvfRg e iesbia ra, gay, transgendsf 
& bisexual communities 

Gav HealtK 

Inadequate Screening Puts WSW at Risk for 
Cervical Cancer 

by Sarah Albert 


Women who have sex with women ( WSW t are often not adequately screened for human 
papillomavirus (HEV), a sexually transmitted disease (SID) that can lead to cervical cancer. 
according to a study published in the June 2001 issue of the 
American Journal of Public Health. 


HPV is particularly worrisome for lesbians and bisexual women 
because it is "so ubiquitous, and it causes cancer," Jeanne M. 

Marrazzo, M.D., the study's lead author, told 

GayHealth.com. "And it is the first proven transmittable STD 
among women who've never had sex with men." 

In February of 1998, Dr. Marrazzo and colleagues from the 
University of Washington in Seattle, WA recruited 248 women 
who reported having had sex with other women within the 
prior year. All participants volunteered their medical and sexual histories, and gave cervical and 
vaginal specimens for analysis. Eighty percent of participants reported having had sex with men 
at least once, and 23 percent reported having had sex with men within the prior year. 
Participants' median age was 32, and 88 percent were Caucasian - not as young or ethnically 
diverse a group as the researchers had hoped, due to a lack of funding for recruitment. Dr. 
Marrazzo noted. 

The study uncovered disturbing news. Pap tests - which can detect cervical cancer In its early 
stages -- were performed less often and later in life among WSW who had not had sex with men. 
Reasons for not getting regular Pap tests included lack of health insurance, a belief that the tests 
were unnecessary and prior adverse experiences. "We didn't ask specifically about the adverse 
experiences. A description line has been added to the study," said Dr. Marrazzo. It would be an 
interesting study to look only at what types of negative experiences WSW have had with Pap 
exams, she says. Dr. Marrazzo has heard reports from patients about providers treating them 
differently after they disclose that they are gay or bisexual. 

In addition, nine percent of WSW who hadn't had a Pap test in over two years said their doctors 
told them -- erroneously - that they didn't need the test if they weren't sexually active with men. 
This incorrect medical advice put the health of these women at risk. 'There is a huge need for 
education" about cervical cancer and Pap tests, said Dr. Marrazzo, who added that many 
providers operate "without specific guidelines" for gynecological care of WSWs, which adds a 
further stumbling block to proper care. 

Next, the researchers analyzed the women's specimens. They detected HPV DNA in 13 percent of 
participants, of whom 74 percent had cancer-causing strains. Overall, 25 participants (10 


HPV is the "first 
proven transmittable 
STD among women 
who've never had sex 
with men." 
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percent) had abnormal Pap tests, four participants had high-grade pre-cancerous lesions and 
seven participants had lowi-grade pre-cancerous lesions. Most of the abnormalities occurred in 
WSW who reported never having had sex with men, or who had had sex with men a year or 
more prior to the study. 'The population we studied was not very sexually active," noted Dr. 
Marrazzo. 

To counter the dangerous notion that woman-on-woman sex carries no risk of STDs , the study 
authors called for efforts to educate providers and WSW patients about gynecological health. The 
authors also recommended that all women - regardless of sexual history - get routine Pap tests 
according to standard guidelines. 

In the U.S., cervical cancer is the second most common form of cancer in women, and the most 
common in younger women. It used to be one of the deadliest cancers, but with the advent of 
the Pap test, there has been a 74 percent drop in cervical cancer deaths from 1955 to 1992. 
When detected at an early stage, invasive cervical cancer is one of the most successfully 
treatable cancers, according to the American Cancer Society. 

Updated: Wednesday, June 6th 2001 
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Serving the lesbian, gay, transgender 
Sk bisexual communities 

Gav HealtH' 

Anal Cancer: A "Wake-up Call" for Gay Men 


by Jon Garbo 


Men who have sex with men, especially those with HIV, are at considerabiy higher risk for anal 
cancer than the general population, according to a study presented by Stephen Goldstone, M.D., 
F.A.C.S., medicai director of GayHealth.com. Of men who have sex with men referred to 
surgeons for treatment of benign anorectai diseases, 68 percent with HIV and 45 percent without 
HIV had high-grade dysplasia, a precursor to anal cancer. The study was presented June 26 at 
the American Society of Colon and Rectal Surgeons in Boston, Mass. 

Statistics show that the rate for anal cancer in men (without HIV) with same-sex partners is 
roughly the same as the rates of cervical cancer in women before pap smears became routine. 
Men with HIV and same sex partners, however, have approximate^ twice the incidence of anal 
cancer than their HIV-negative counterparts. Routine pap smears have decreased the incidence 
of cervical cancer from 40 to 50 per 100,000 women to approximately 8 per 100,000, studies 
estimate. 

'The alarming rise in anal cancer in gay men is a wake-up call to the gay community and to 
healthcare providers worldwide," says Dr. Goldstone. 

The higher incidence of cancer is attributed to infection with a cancer-causing strain of human 
papillomavirus (HPV) through receptive anal intercourse. Approximately 95 percent of gay men 
with HIV and 65 percent of gay men without HIV have HPV in their anal canals or the 
surrounding skin, says to Dr. Goldstone. HPV is responsible for causing cervical cancer in women, 
and genital warts In both sexes. 

'The average gay man should be screened to find out if he has abnormal cells, and should be 
treated if he does," says Dr. Goldstone. Gay men with anorectal problems, especially anal warts , 
should go see their doctors for screenings. "It's not enough to just treat anal warts. They are a 
marker that you may have something more serious going on," Dr. Goldstone warns. Gay men 
with HIV should have an anal pap smear every year, or more often if their test results are 
abnormal, recommends Dr. Goldstone. Men without HIV with normal test results should have an 
anal pap smear every two to three years. These screenings should commence when a patient 
becomes sexually active. 

Participants included 200 men who have sex with men referred by primary care physicians to 
surgeons in New York City. Seventy-nine percent were referred for treatment of condyloma (a 
benign strain of genital warts caused by HPV), 20 percent for non-condylomatous anorectal 
disease (including hemorrhoids, fissures and anal itch l. and two percent for abnormal anal pap 
smears. Participants received a rectal exam as well as a general physical. The mean age of 
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participants was 38.8. Sixty-six percent reported having HIV, while 34 percent said they did not 
have the virus. 

For some men, being in the closet may be a stumbling block for getting screened, but it's only 
part of the problem. "There are plenty of men who are 'out,' including those with HIV who see 
their doctors every month or two, who don't get screened,” says Dr. Goldstone. "Doctors need to 
start taking human papillomavirus seriously. They must start screening their gay male patients 
for anal cancer with pap smears and rectal examinations,” Dr. Goldstone adds. 

To screen for anal cancer, doctors pass a swab into the rectum and examine collected cells under 
a microscope. Treatment for pre-cancerous anal lesions varies from simple in-office procedures, 
such as freezing the cells or applying a topical cream, to surgery, if the lesions are widespread. 
Treatment is very effective in removing lesions, but "the problem is that they may come back in 
other areas, so you need to be watched very carefully," says Dr. Goldstone. 

Updated: Monday, June 26th 2000 
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Serving itie lesbian, gay. transgsnder 
ft bisexual communitres 

Gav Healtti' 


HPV: Next Threat To Gay Men's 
Health? 

by Stephen E. Goldstone. M.D.. F.A.C.S. 


There are close to one hundred different types of human papillomavirus (HEY), causing 
everything from common hand and plantar warts to esophageal and laryngeal cancer. But why 
are they a particular problem for men who have sex with men? Approximately 20 different types 
of HPV can infect your ano/genital area causing those pesky genital warts known as condyloma . 
Around 65 percent of men who don't have HIV and 95 percent of gay men with HIV carry HPV in 
their anal canals, and most don't even know they have it. Not all HPV is created equally. Types 6 
and 11, for example, cause typical genital warts, while types 16 and 18 are far more dangerous. 
In women, types 16 and 18 are known to cause cervical cancer , and in men we are now seeing 
anal cancer caused by these infections. 

The glands in your anal canal are very similar to the glands found in a woman's cervix, a place 
the virus loves to infect -- talk about getting in touch with your feminine side. Normal anal cells 
reproduce several times and then die. But, when they are infected with HPV 16 or 18 they can 
reproduce uncontrollably. With time, mutations in these cells accumulate, and slowly a cancer 
emerges. That's the bad news. The good news is that it takes many years for an infected cell to 
become a cancer and the vast majority of cells will never reach that stage because your body's 
own natural defenses kill them. If precancerous cells that escape your immune system are 
discovered by your doctor before they become full blown cancer, the problem is easily treated. 

Welcome to 2000: The male Pap smear 

So how do we find the problem? We get in touch with our feminine side, that's how! Women 
have long been conditioned to have pap smears of their cervix, a procedure by which a tiny "Q- 
tlp" like swab collects cells from their cervix and a doctor looks at those cells under a microscope. 
If the cells are abnormal, take bizarre shapes or have more than one nucleus, for example, a 
woman may have dysplasia (a precancerous cellular change). Dysplasia is graded as being 
normal, a little abnormal or atypical, low grade (a more moderate change) or high grade, which 
is thought to be precancerous. In the high grade cases doctors aggressively treat the condition 
by freezing or removing the abnormal areas. This type of screening and treatment has drastically 
reduced the incidence of cervical cancer . 

Doctors are now learning to apply these same principles for cervical dysplasia to the anal canals 
of men who have sex with men. Doctors now advise men get an anal pap smear every two to 
three years, or every year for men with HIV . Keep in mind that even if your doctor puts his finger 
in your anus he probably won't feel dangerous areas until they have grown large and require 
more radical treatment; the same is true if your doctor uses a scope to examine your rectum. 
Acetic acid (vinegar) is a crucial tool used during a proper visual examination because it turns 
suspicious areas white and makes it easier for doctors to see them. However, a visual inspection 
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can't replace the pap smear, which can find precancerous cells before they are visible with the 
naked eye! 

Even an anal pap smear that shows high grade dysplasia does not mean that you will definitely 
develop an anal cancer if you aren't treated. Doctors think that only about 10 percent of men 
with high grade dysplasia will eventually develop cancer. Since no one can predict who will 
ultimately end up with a cancer, most doctors advise that all high grade dysplasias be removed. 
This treatment can usually be performed in your doctor's office and is relatively pain free. Men 
who have HIV are at a greater risk for ultimately developing an anal cancer. 

Common genital warts usually don't become cancer because they are caused by HPV types 6 and 
11. It's infections with HPV types 16 and 18 that we have to worry about. These infections don't 
resemble typical warts; they are flatter and often inside your anal canal. If you have anal warts 
and your doctor just treats the ones on the outside, he or she may miss a more dangerous 
infection on the inside. Moreover, treating your warts alone is not enough. By doing this, your 
doctor can leave you with the more dangerous precancerous areas that lack the typical warty 
appearance. 


Pretty much everybody's been exposed 

Many men infected with HPV are infected with multiple types. You may have HPV 6 and 11 
(which cause common warts) and HPV 16 and 18 (which slowly turn your cells toward cancer), at 
the same time. Some men can clear the virus through their own natural immunity, but many 
don't. If you've had genital warts in the past, you should ask your doctor for an anal pap smear 
to be sure you don't have a problem brewing. If you've never had warts, it doesn't mean you are 
safe. Remember, more than half of all gay men unknowingly carry this virus 

I know you're thinking that you've never had sex with a man who had warts on his penis so you 
must be safe. Wrong! The virus grows ten times better In your anus than it does on a penis. It is 
possible for your partner to carry the virus on his penis where it didn't grow and put it inside your 
anus where it does grow. 

You're probably also thinking you're safe if you've only had protected anal sex . Wrong again! HPV 
is spread by skin to skin contact. You can get HPV from rubbing your penis against his anus (or 
vice versa) during foreplay without a condom. It gets worse. A condom doesn't cover the base of 
his shaft, scrotum or pubic area (unless your partner is inside a plastic bag) and these are all 
areas where the virus can lurk and contact your exposed skin during sex. Fingers and toys can 
also transport the virus between partners. Although the virus rarely grows on your fingers, one 
partner can deposit HPV on your anus where it will grow. 

HPV is a growing health threat for gay men, but it can be effectively treated. Knowledge is power 
and what you don't know can definitely hurt you. Visit your doctor and ask for a pap smear. If he 
or she says it isn't necessary or doesn't know how to do it, find a doctor who can. 


Updated: Wednesday, June 6th 2001 
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Nearly 40% of Gay and Bi Men Infected with 
Dangerous Strain of HPV 


by GavHealth Staff 


Thirty-eight percent of men who have sex with men (MSM) may be infected with HPV- 16 
compared with eight percent of heterosexual men and 19 percent of women, according to the 
Centers for Disease Control and Prevention (COC). 

You may have heard about the human papillomavirus (HPV) or genital warts : you might even 
know that most sexually active MSM have some form of HPV, but HPV-16 is a strain associated 
with 50 percent of all cervical cancer cases. 

"While there is significant research on the link between HPV-16 and cervical cancer, much less is 
known about the impact of HPV on anal and reproductive tract cancers in gay and bisexual men," 
said Stuart Berman, M.D., head of CDC's STD epidemiology and surveillance branch. 'These new 
findings begin to provide information about the transmission of this STD in this population." 

The data, which is the first national data concerning the prevalence of HPV-16 among MSM, was 
presented at the National STD Prevention Conference held in San Diego March 4 to 7. 

In April of 2000, Stephen E. Goldstone, medical director of GayHealth.com issued a report 
concerning the alarming increase in the rate of anal cancer among gay men. Dr. Goldstone 
attributes the rise in this cancer to HPV. 

'The incidence of cervical cancer in women has plummeted because of aggressive screening and 
early treatment," said Stephen E. Goldstone, M.D. "HPV is a major health threat that all gay men 
need to know about in order to stem the rise of anal cancer." 

The CDC findings were based on a sample of 83 MSM surveyed from 1988 to 1994 in the CDC's 
National Health and Nutrition Examinations Survey (NHANES). The data is preliminary, and more 
MSM focused research is needed, according to the CDC. 

Updated; Thursday, March 7th 2002 
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Reuters Health - April 10, 2000 

Gay Men May Benefit from Cancer Screen 


NEW YORK, Apr 10 (Reuters Health) -- Homosexual men may benefit from routine screening for 
anal cancer, in much the same way that women benefit from routine Pap smears for cervical 
cancer , according to a New York surgeon. 

In a study of 200 male homosexuals who were referred for surgery to treat anal warts or other 
relatively benign conditions. Dr. Stephen Goldstone, a general surgeon in New York City, found 
that 53% had precancerous lesions of the anus. Five patients were diagnosed with cancer, 
including 4 men who were h!IV positive. 

Overall, 131 men in the study were HIV infected, according to the report presented at the 4th 
International Congress on Papillomavirus in Human Pathology, held in Paris, France. 

"Anal Pap testing can be used as a screening tool for anal cancer," Goldstone told Reuters Health 
in an interview prior to the meeting. He suggests Pap testing for any individual participating in 
anal sex . In Pap tests, cells are collected and looked at under a microscope for signs of 
cancerous changes. 

Human papillomavirus (HPV) is a sexually transmitted organism that can cause genital warts or 
be completely symptom-free. Certain strains of HPV are known to increase the risk of dysplasia - 
abnormal looking cells - and cancer of the cervix in women. 

"All men who have sex with men should be screened for human papillomavirus and dysplasia 
every year if HIV positive and every 2 to 3 years if HIV negative," Goldstone said. He added, 
however, that a test can determine if HPV is the type that can increase the risk of cancer, 
although "this (test) is not FDA-approved for men." 

People at risk for anal HPV infection can visit the website www.GayHealth.com, which "offers 
health information specific to gay, lesbian, and bisexual individuals and will eventually include 
physician referral," Goldstone said. Goldstone serves as medical director to the website. 


Updated; Friday, April 14th 2000 



561 


Serving iesbian. gay, {ransgender 
& communities 


Gav HealtK' 


Beyond the Anal Pap Smear 

by Stephen E. Goldstone. M.D.. F.A.C.S. 


Physicians are feeling the crunch of time with patients more each day. Now there is yet another 
procedure that can help keep your patients healthy -- the anal Pap smear. 

Current recommendations published by Goldie et al. document the cost effectiveness of this 
simple technique in prolonging life. According to Dr. Sue Goldie men with HIV who have sex with 
men should have an anal Pap smear every year while HIV-negative men should have one every 
two to three years - provided the results are normal. 

If you start smearing all the men who come to your office, what will you find? 

Excellent prevalence studies carried out by Palefeky et al. and Kiviat et al. conducted in San 
Francisco and Seattle, respectively document surprisingly similar findings. Over 90 percent gay 
men with HIV carry HPV while about 65 percent of HIV-negative men carry It. They also 
documented that about 40 percent of HIV-positive men and 20 percent HIV-negative men carried 
type 16, which is considered to be a high risk oncogenic form of HPV. Palefsky et al. found that in 
routine screening, 40 percent of HIV-positive men and 79 percent of HIV-negative men had 
normal anal cytology by Pap smear, while 36 percent of positive men and seven percent of 
negative men had either low grade or high grade cytology. 

As with abnormal cervical cytology, abnormal anal cytology requires further investigation with a 
type of colposcopy called high resolution anoscopy and biopsy of suspicious lesions. Palefsky et 
al. found that five percent of HIV infected men had biopsy proven HSIL while only 0.4 percent of 
HIV negative men had it. 

It is important to regularly screen your patients, for even when normal at base line they can 
either become newly infected with HPV or have progression of disease. In the San Francisco 
cohort they noted that over two years 52 percent of HIV -i- men progressed from normal to either 
low grade or high grade dysplasia. For HIV-negative men, the rate of progression was slower 
with only 17 percent going from normal to low or high grade dysplasia. Those men with low 
grade lesions at baseline had a high risk of progressing to high grade dysplasia within 2 years (62 
percent of HIV-positive and 36 percent of HIV-negative men). Regression from low grade disease 
was found in 50 percent of HIV-negative men and only 5 percent of HIV-positive men. 

Those of us who care for men who have sex with men - especially those infected with HIV - are 
seeing dramatic and disturbing increases in anal cancer rates. As it is with cervical cancer and 
many other cancers, screening and early detection is our best means to combat this deadly 
disease. 

For more in depth information I urge you to read the following articles: 
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Goldstone S. Anal dysplasia in men who have sex with men. The Aids Reader 9: 204 -208, 220, 
1999. (Also available on Medscape) 

Palefsky Im, Hotly EA, Ralston MI, et al: Anal squamous intraepithelial lesions in HIV-positive and 
HIV-negative homosexual and bisexual men: Prevalence and risk factors. J Acquir Immune Defic 
Syndr Hum Retrovirol. 17: 320 - 326, 1998. 

Palefsky JM, Holly EA, Ralston MI, et al: Prevalence and risk factors for human papillomavirus 
infection of the anal canal in human immunodeficiency virus (HIV) - positive and HIV-negative 
homosexual men. J Infect DIs. 177:362-377, 1998. 

Palefsky Jm, Holly EA, Hogeboom C3, et al: Virologic, immunologic, and clinical parameters In the 
incidence and progression of anal squamous intraepithelial lesions in HIV- positive and HIV- 
negative homosexual men. 3 Acquir Immune Defic Syndr Hum Retrovirol 17: 314-319, 1998. 

Kiviat NB, Critchlow CW, Holmes KK: Association of anal dysplasia and human papillomavirus with 
immunosuppression and HIV infection among homosexual men. AIDS 7: 43-49, 1993. 

Goldie SJ, Kuntz KM, Weinstein MC, et al. Cost-effectiveness of screening for anal squamous 
intraepithelial lesions and anal cancer in HIV-negative homosexual and bisexual men. Amer 3 of 
Med 108: 634-641, 2000. 

Goldie S3, Kuntz KM, Weinstein MC, et al. The clinical-effectiveness and cost-effectiveness of 
screening for anal squamous intraepithelial lesions and anal cancer in HIV-positive homosexual 
and bisexual men. 3AMA 281: 1822-1829, 1999. 

Updated; Wednesday, December 20th 2000 
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How To Do An Anal Pap Smear 

by Stephen E. Goldstone. M.D., F.A.C.S. 

Why do it? 

Relax, it's easy. This simple test can be performed right in your office just like a cervical pap 
smear. An anal pap smear is critical to the health and wellness of your patients because it can 
help predict a potentially dysplastic anal lesion. A landmark study by Dr. Joel Palefsky et al (J of 
Infec Dis, 1998), in which anal canals of over 600 men who have sex with men were tested for 
HPV . found 61 percent of men without HIV and 93 percent of men with HIV carry HPV, and many 
contain oncogenic strains of the virus. Goldie, et al. Jama, 1999, showed that a yearly anal pap 
smear in men with HIV who have sex with men is an extremely cost effective test, more so than 
a yearly chest x-ray and annual pap smear in women. Men without HIV should have pap smears 
every two to three years. 

The Procedure 

You can do the pap smear with your patient on his side or in a knee-chest position. Perform the 
pap smear before you do a digital exam, which will put lubricant into his rectum and possibly 
remove loose, dysplastic cells. You won't need to use the wooden spatula that comes with most 
kits - that will only give your male patients splinters! Gently spread his buttocks with one hand 
while holding a dacron swab or cyto brush in the other. Place your fingers as close to his anus as 
possible, so that when you spread his buttocks, anoderm spouts out. You cannot use lubricant on 
the swab or brush because this will distort the smear, making it more difficult for the cytologist to 
give an accurate reading. Moistening the swab or brush may make it less scratchy and decrease 
patient discomfort. Either way, it is a quick test and patients don't usually complain. I find that 
most men prefer a dacron swab because it is far less irritating than a cytobrush. Don’t use cotton 
applicators as they hold onto the cells and prevent easy transfer to the slide. 

Gently insert the swab or brush an inch or two into your patient's anus. I find that you can insert 
it until just after the end of the swab or brush disappears. Remember, you must push the swab 
above the squamo/columnar junction (where the squamous cells transition with columnar 
epithelium, usually at the dentate line) to be sure you sample the entire anus. The transition 
zone is also the most common site of dysplasia. If your brush or swab meets resistance, change 
your angle of insertion until it passes easily. If you encounter hemorrhoids , it may be difficult to 
find the actual anal opening and you might need several attempts. Once successfully in, twirl 
your brush or swab while moving it in and out several times. Remove it and immediately roll it 
across a microscope slide. (Be sure you label the slide with the patient's name.) Finish by 
spraying cytology fixative across the slide, as you would any routine pap smear. You must work 
quickly to prevent air drying and distortion of cellular architecture. Don't worry about feces or 
blood, the cytologist can read through it. As an alternative to preparing the smear on a slide, you 
can use a Thin-Prep cytology kit. In this case, you drop the swab or brush into the cytolyte 
solution and swish it around to transfer cells from swab or brush to the liquid. Discard the brush 
or swab and send the fluid to the cytologist. Thin-Prep has the advantage of decreasing air 
drying artifact. Finish every exam with a digital rectal. 
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The Lab 

Send the specimen to your laboratory with a requisition for anal cytology. Do not send it as a 
routine pap smear. (I have rarely had a problem with insurance companies covering the test 
and I usually give a diagnosis of rectal bleeding or HPV -- after all, who hasn't experienced rectal 
bleeding?) If your cytologist feels uncomfortable reading an anal pap smear, tell them to apply 
the same criteria they would when grading a cervical pap. Results are generally reported as 
benign, ASCUS (atypical), low grade or high grade. Any abnormal pap smear should be 
investigated by anoscopy with magnification and acetic acid. You must be biopsy abnormal areas 
and ablate high grade dysplasia. 

The Condyloma Connection 

Whenever you have a patient with external condyloma or feel nodules on rectal exam, look 
inside. A standard anoscope works well. Insert the scope into your patient's anus. Remove the 
obterrator and pass a cotton applicator wrapped in a single 4X4 gauze soaked in slightly diluted 
vinegar down the barrel (three parts vinegar to one part water). Remove the anoscope while 
leaving the vinegar soaked swab in for 5 minutes. Remove the swab and reinsert the anoscope 
for a good look. The vinegar makes it easier to see HPV lesions which turn white. Frequently, 
men who have sex with men and have condyloma on the outside also have a severe case on the 
inside their anorectal canal. It is not enough to treat external condyloma alone! You can be 
missing the more dangerous dysplastic internal lesions. High grade dysplastic lesions usually 
don't look like condyloma. They tend to be flatter and resemble plaque. 

Good luck with this new and exciting technique. Just tell your patient's to bend over and go for it. 
If you have any question, please write to me at GayHealth.com and I'll get back to you as quickly 
as I can. 

Updated: Monday, September 24th 2001 
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Pap smears may not accurately detect high-grade pre- 
cancerous anal lesions 

Pap smears may not be an accurate predictor of high grade precancerous ana! lesions 
that can lead to the development of anal cancer, according to a US study published in 
the May 15'^ edition of Clinical Infectious Diseases, which is now available on-line. 
Recently there has been much discussion about the value of offering Pap smears to 
HIV-positive gay men who have anal HPV infection, particularly as several studies have 
indicated that not only are HiV-positive men at an increased risk of ana! cancer, but that 
HAART does not appear to reduce the risk. These findings underline the importance of 
closely monitoring individuals with abnormal ana! cells. 

investigators from Boston paired the cytology results from 1 53 gay men attending an 
ana! dysplasia clinic with histology results obtained from high resolution anoscopy. A 
total of 100 men (65%) were HIV-positive and the remaining 53 (35%) were HIV- 
negative. Cytology samples were obtained by swabbing or scraping the anus and 
rectum, whilst the histology samples were obtained by obtaining a tissue sample by 
biopsy. 

Analysis of the paired results indicated that Pap cytology tests were not an accurate 
predictor of high grade precancerous anal lesions (anal intraepithelial neoplasia, AIN), 
and that a third of the Pap smears categorised by cytology as “low-grade” (AIN I) were 
in fact found to be "high-grade” (AtN III) when the histology results from an anal biopsy 
were studied. 
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The investigators note that their data "independently confirm a substantial incidence of 
histoiogicaliy proven high-grade anal dysplasia in [gay men] who present with minimally 
abnormal anal Pap smear findings.” No association between the presence of high- 
grade lesions and HIV status was found. 


The investigators conclude that “abnormal anal cytological findings of any grade should 
suggest the possibility of high-grade histological findings.” 


Further information on this website 

French study shows HAART no benefit against HPV or pre-cancerous anal lesions - 
news story 

Anal cancer bad news for HIV-positive gay men even in HAART era. but incidence is 
rare - news story 


http://www.aidsmap.com/news/newsdisplay2.asp?newsId=2677 
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Reference 

Panther LA et a!. High resolution anoscopy findings for men who have sex with men: 
inaccuracy of anal cytology as a predictor of histologic high-grade anal intraepithelial 
neoplasia and the impact of HIV serostatus. Clinical Infectious Diseases 38 (on-line 
edition), 2004. 
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French study shows HAART no benefit against HPV or 
pre-cancerous anal lesions 


Recent news 

O HPV infection more 
common in HIV-positive 
women who smoke 
O Pap smears may not 
accurately detect high- 
grade pre-cancerous ana 
lesions 


Improved immune function after treatment with HAART does not lead to the regression 
of pre-cancerous anal lesions in HtV-positive men, or to the clearance of human 
papilloma virus (HPV) infection, according to a French study published in the February 
edition of Sexually Transmitted Diseases. Investigators also found that neither infection 
with HPV nor the presence of pre-cancerous lesions was related to current or iowest- 
ever CD4 cel! count. Numerous studies have now shown that HAART does not lead to 
an improvement in pre-cancerous anal lesions, or anal cancer. 

Between summer 1999 and October 2000, 45 HIV-positive men who had taken at least 
six months of protease inhibitor-containing HAART were recaiited to a cross-sectional 
study at the Hdpital European Georges Pompidou in Paris. Swabs were obtained for 
ana! cytology and HPV testing, and then, within two months of the anal swabbing. 
Investigators recorded the C04 ceil count and viral load for the individuals. Information 
on each individual’s nadir CD4 cell count prior to commencing HAART was aiso 
recorded. 

Of the 45 anal cytology samples obtained, 32 (71%) were abnormal, including 22 cases 
of low-grade pre-cancerous lesions, anal intraepithelial neoplasia (AIN) and six cases of 
high-grade AIN. A further four individuals had abnormal anal cytology of undetermined 
severity. 


O Prednisolone delays CD4 
T-cell decreases in chron 
HIV infection 

O Lipodystrophy associated 
with high levels of 
interleukin-lS 

O BCG vaccine against TB 
still works after 60 years 
says long-term follow-up 
study 

O French report finds kidne 
toxicity on tenofovir to b< 
rare and reversible 


To receive a weekly emai 
update from aidsmap, 
featuring the latest news 
and additions to the site, 
click here. 


A total of 36 men were infected with HPV (80%), with 22 of these men infected with an 
HPV type known to be associated with a high risk of cancer. In addition, the 
investigators established that infection with multiple types of HPV was common, 
affecting 20 men (56%). 


The presence of pre-cancerous anal lesions was not significantly different in men who 
had a CD4 ceil count above or below 250 cells/mm^ at enrolment (p=0.7). Furthermore, 
the investigators did not find any difference in the prevalence of pre-cancerous lesions 
when they stratified individuals according to their nadir CD4 cell count (above or below 
1 50 ce!!s/mm^. p=0.3) prior to starting HAART, or according to ttie magnitude of their 
CD4 cell increase after starting treatment with HAART (above or below 150 ceils/mm^, 
p=0,3}. 


"No significant difference was observed between patients with and without anal HPV 
infection or between patients with or without abnormal cytology with regard to median 
CD4 cell count, median nadir of CD4 cell count, median increase in CD4 ceil count, 


http://www. aidsmap. coin/news/newsdisplay2.asp?newsId=2638 
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median viral load... and median duration of previous protease inhibitor regimen," write 
the investigators. 

They add, “our data suggest that immune restorafion under HAART is not associated 
with a decrease in the prevalence of anal HPV or [A|IN." They conclude that the 
prevalence of HPV infection and AIN in HIV-positive gay men has remained unchanged 
since the introduction of HAART, and express concern that "If HAART exhibits no or 
little effect on the restoration of specific immunity against HPV, there would be more 
time for [AINj to progress to cancer. This could In turn lead to an increase in anogential 
cancer among men and women receiving HAART, because they would be living 
longer,” 

Further information on this website 

Human papilloma virus - overview 

Consistent condom use associated with regression of CIN and clearance of HPV in 
Dutch studies - news story 

Anal cancer bad news for HiV-positive gay men even In HAART era, but incidence is 
rare - news story 

Reference 

Piketty C et al. High prevalence of anal squamous intraepithelialiesions in HIV-positive 
men despite use of highly active antiretroviral therapy. Sexually Transmitted Diseases 
31:96-99, 2004. 
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Anal cancer bad news for HIV-positive gay men even in 
HAART era, but incidence is rare 

Ana! cancer occurs more frequently in HIV-positive gay men, doesn't respond to 
HAART, is difficult to treat, has a poor outcome, but is, thankfully, rare, according to 
data from the largest UK HiV cohort presented to a forum on HIV and cancer on 
January 17‘^ organised by London University's Wolfeon Institute. 


Recent news 

O HPV infection more 
common in HIV-positive 
women who smoke 

O Pap smears may not 
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O Prednisolone delays CD4 
T-cell decreases in chron 
HIV Infection 


Since 1986, 8,640 individuals have been enrolled Into the Chelsea and Westminster 
HIV cohort, providing over 40,000 patient years of fotlow-up. A total of 26 cases of 
invasive anal cancer have been diagnosed during this period. 25 of them in gay men 
(the remaining case being in a heterosexual woman). 

Although a pre-HIV US study showed that gay men were 33 times more likely to 
develop anal cancer, data from the Chelsea and Westminster cohort showed that the 
Incidence of anal cancer was even higher in HIV-positive Individuals, at 60 cases per 
105 patient years of follow-up, against 0.5 cases per 105 patient years in the age and 
sex matched Thames Cancer registry. This finding was consistent with a US study 
which found that gay HIV-positive men had a risk ratio of developing anal cancer of 66. 
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Unlike the AIDS-defining cancers Kaposi’s sarcoma and non-Hodgkin’s lymphoma, the 
development of anal cancer was not linked to severe immune suppression, the median 
CD4 ceil count of individuals presenting with anal cancer being 206 cells/mm^. 
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The incidence of anal cancer has not fallen with the introduction of HAART (p>0.05). 
Since 1996, 67% of individuals diagnosed with malignancy have been taking HIV 
therapy, and 28% (18 individuals) have had a viral load below 50 copies/mL. 


Clinicians at the Chelsea and Westminster used chemoradiotherapy to treat anal 
cancer in 22 individuals, surgery in two patients with small cancerous lesions, with the 
remaining two patients, who had advanced HIV disease, receiving palliative care only. 
A total of eleven patients died, seven of anal cancer and four of an AIDS-defining 
condition. 


This provided a two-year survival rate of 47%. Further, the prognosis of patients with 
ana! cancer in the Chelsea and Westminster cohort has not improved since the use of 
HAART. Neither CD4 cell count, use of HAART, history of a prior AIDS-defining illness, 
nor length of HIV diagnosis of prognostic value. 

To further enhance these data, ffie London Investigators pooled their findings with 
of US clinicians. This provided the investigators with information on a total of 46 
individuals. The findings were consistent with those from the 26 London patients, A 
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of individuals died of anai cancer within a year of diagnosis and the 66% one-year 
survival rate continued to decline with time. 

The bad news didn’t end there. Screening for anal cancer appears to be of no particular 
value. 

A pilot programme to detect cancers and precancerous cdls in the anus - anal 
intraepithelial neoplasma (AIN) - was conducted at the Chelsea and Westminster 
Hospital. A total of 156 screens were conducted on 100 patients. All individuals with 
AIN were infected with the HPV virus, which causes genital and anal warts. Certain 
strains of HPV, particularly HPV-16, have been associated with an increased risk of 
cancer. However, the London investigator found that no particular strain of HPV was 
associated with the presence of AIN. suggesting that infection with any strain of HPV 
increased the risk of precancerous cells developing. 

Furthermore, no correlation was found between the presence of AIN and either CD4 
and CDS ceil count, or HIV viral load. 

To see if HAART had an impact on the AIN, 23 gay men were assessed six montfis 
after starting HIV therapy. The grade of AIN went down in 35% of individuals, remained 
stable in 43%, and become worse in 22%. Changes in CD4, CDS. or viral load after 
starting HAART were not related to alterations in the grade of AIN. 

Difficulties in the management of AIN were also encountered by the Chelsea and 
Westminster clinicians. The use of surgery to remove the precancerous lesions left 50% 
of individuals in uncontrollable pain for over three weeks, and 75% experienced a 
recurrence of AIN within three years. 

Further information on this website 

Anal cancer risk high in all HIV-positive men regardless of sexual behaviour - news 
story 

Genital warts - factsheet 
ATU September 2002 
Reference 

Bower M. HIV associated anal cancer and anal intraepithelial neoplasma. Ora! 
presentation, AlDS-reiated cancer forum, Wolfson Institute for Biomedical Research, 

University College London, January 17‘^, 2004. 
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October 5, 2000 


The Honorable Tom Cobum 
United States House of Representatives 
Washington, D.C. 20515 


Dear Representative Cobum: 

I would like to thank you for your continued efforts to educate men and women across the country 
about the human papillomavirus (HPV). I, unfortunately, am one of the thousands of women who 
contracted this vims through, what I thought was, "safe sex.” 

I contracted this virus through my first sexual encounter three years ago, when I was 25 years old. 
Imagine my horror when, at my first gynecological visit, I was informed that 1 had a sexually transmitted 
disease - a disease I had never heard of. “Not me!” was my arrogant response. STDs, in my mind, were 
associated only with promiscuous, morally deviant individuals. This is not the case. It can happen to 
anyone. 

I have always been a healthy, athletic, and morally principled individual. 1 am a college-educated 
woman and the daughter of a nurse and a doctor! Unfortunately, I made a poor choice - a poor, 
uneducated choice. I blame no one but myself for the consequences of my actions, but can’t help but 
wonder if 1 would have made a different choice if the facts had been previously laid out before me. 

The physical and mental effects of this vims, and the stigma surrounding it, are de^^tating. I have 
experienced debilitating depression and low self-esteem. It has taken three years to gain back some 
semblance of self-respect, but the shame still lingers. 

Support for an HPV education program is NOT an endorsement for sexual promiscuity; it is. rather, 
and endorsement for abstinence. Women AND MEN need to know that condoms do not protect 
against HPV. Women need to know that HPV can be linked with 90% of cases of cervical cancer. 
Women need to know that cervical cancer is the second-deadliest form of cancer in the world. I know 
this now... I wish I had known then. 

This is not an easy subject to discuss, and I hope you will understand my desire for privacy. If this 
lener will help you persuade your colleagues that this is a real issue that affects real people, then this 
exercise is not in vain. I am not a constituent, but rather a citizen who appreciates what you are doing, 
and prays for your success. Thank you for being a voice for those of us too ashamed to speak for 
ourselves. 

Sincerely, 


An Appreciative Citizen 


\JJ\aa\M- yiwv~-) ■ 
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University Wire 

February 27, 2001 


College Nurse: "Most Cases of Herpes and HPV Are 
Contracted While Wearing a Condom" 

sixty-five million people are living with incurable 
sexually transmitted diseases (STDs) in the U.S., according to 
the Center for Disease Prevention and Control . This is a 
frightening reality that college students everywhere are facing, 
and many are under the illusion that a condom is giving them 
ultimate protection from everything. 

"People think they're protected when they use a condom, 
but they're not," said Marlene Hjeldness, a nurse practitioner at 
the University of North Dakota's Student Health. "Most cases of 
herpes and HPV (human papillomavirus) are contracted while 
wearing a condom. Condoms are only good for HIV and diseases only 
spread by the body fluids, there is no protection against the 
herpes and warts that are on the skin where the condom doesn't 
cover . " 


Hjeldness said giving a student a positive test result is 
very hard thing to do. "Most of the girls seek a female nurse 
when they come in," she said. "They are in shock, tearful and 
crying. We give them all the pamphlets we have and tell them they 
can be treated here for it. I always tell them that they can 
come and talk to me anytime. It is unfortunate, but most girls 
don't want to talk to their friends about it." 

Hjeldness said she feels alcohol plays a major role in the 
spread of STDs on college campuses. "Alcohol removes all 
inhibitions," she said. "Most girls will say things like 'I never 
would have done that if I wasn't drunk,' 'I never would have 
slept with him. ' They are very saddened by the incident, and now 
they have an STD . " 

At UND, the most common STDs diagnosed are chlamydia, the 
human papillomavirus (HPV) and herpes . 

Chlamydia is one of the most common STDs diagnosed around 
the country and at Student Health, particularly in men. This 
disease is difficult to detect, as it is often asymptotic. If 
symptoms do occur, they consist of burning urination and 
discharge. Chlamydia is responsible for 200,000 cases of 
infertility each year in the U.S., and is the leading cause of 
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blindness in underdeveloped countries. There are four million 
reported cases of chlamydia each year in the U.S. In North Dakota 
alone there were 934 reported cases in 1999-2000. Of these, 158 
of them were in Grand Forks, and the highest number of them, 397, 
were reported in people ages 20-24. The second highest was 307 in 
youths ages 15-19. 

HPV is another one of the most common STDs in the country, 
causing genital warts. It is estimated that as many as 24 million 
Americans are currently infected with the reoccurring virus . The 
disease most commonly causes small warts on the genitals and in 
women is often closely associated with the development of 
cervical cancer and other genital cancers. The main problem with 
HPV is that it too will often have no symptoms. At UND's Student 
Health, there were 58 cases of genital warts diagnosed on campus 
in the last year alone . 

There were also seven cases of Herpes Simplex diagnosed at 
student health this past year. There are two strains of the 
virus : Herpes I and Herpes II . Herpes I is what occurs as cold 
sores found on the mouth. These reoccur less than Herpes II, 
which is the same sort of blistering, but on the genitals. Herpes 
is the fastest -growing STD in America. Some statistics say that 
one in every six Americans carries the virus and a total of half 
a million are infected each year. Early symptoms of the herpes 
virus consist of tingling, itching and burning in the genital 
area, and are followed by redness and painful blisters. One of 
the biggest problems with herpes is that a person may not even 
know that they have it, because it is often symptomless. It is 
said that upward of 60 percent of herpes carriers don't even know 
they have it. Also, according the United States Health 
Department, one quarter of Americans over the age of 15 are 
infected with the herpes virus . 

There were also 81 reported cases of gonorrhea across the 
state, with its frequency lying in the 15-24-year-old range. 

"Most (men) come in because their partner told them to, or 
because they got a call from the state," said Mark Christenson, 
M.D., at Student Heath. 

All positive diagnoses of chlamydia, gonorrhea, syphilis 
and hepatitis B are reported to the North Dakota Public Health 
Department . At this point the carrier of the STD is required by 
law to report the names of their past partners to the health 
department. The past partners will then be confidentially 
contacted by the health department and informed that they have 
been in contact with someone who tested positive for the disease. 
This is a part of the ongoing effort to control the spread of 
STDs in the country. 
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student Health reports that it has had no positive HIV or 
syphilis tests in years. "As a whole we've been lucky here at 
UND," Christenson said. 

It is important for someone diagnosed with an STD to get 
treatment because oftentimes the person can slip into depression 
or withdrawal, and avoid relationships in general. Hjeldness 
feels that education is key. "I think the problems start when the 
kids are young," she said. "We have to educate kids at a young 
age so they know about these things when they get to college. The 
education also needs to continue at the college level, because 
this is when the kids are becoming infected." 

"I know it sounds iitpossible, but abstinence is the only 
safe way," Hjeldness said. "It's the only way we're going to 
start getting this problem under control . " 
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Education and debate 

Partner reduction is crucial for balanced “ABC” approach 
to HIV prevention 

James 1) Shelton, Daniel T Halpcrin, Vinand Nantulya, Malcolm Pott.% Heletie D (iayle, 

King K Holmes 

Behavioiir change pi ogiammes to ijrevent HIV have mainly promoted condom use or abstinence, 
while paimer reduction icmaiiis the neglected component of ABC 


The key to preventing tlic spi'cad of HIV, espet iiiUy in 
epidemics drivcii mainly b)' heterosexual triuismission, 
is (hi'ouglt changing sexual behaviour. Interest has been 
growing in an "AHC" approacfi in whidr A stands for 
abstinence or delay of sexual attixity, B for be faiiltfol, 
•ind C lot condom use (box).' Although "befaithfuriit- 
erally implies monogamy, it also includes reductions in 
casuvrl sex and multiple sexual patinerships (and 
related issues of partner selection) that tvouid reduce 
higher risk sex. While most ol' die often polari,scd 
disaission sunounding AIDS prevention has focuseti 
on promoting abstinence or u.se of condoms,"' ■■■ 
partner reduction has been die neglected inHldlc child 
of the .'VBC aj^proac h. 

Epidemiological importance of 
partner reduction 

It seems obvious, but there would be no global .AIDS 
ptuulemic xvere U not for muUiple sexual pat mcr’diips. 
The race of change of sexual pat tiiers— e.specially con- 
cuiTcnt partners— is a crucial detcrminiujl in die 
spread of sexually tr.insniitted infixtions,*' inchiding 
HIV,' Moreover, HD' viral load and therefore 



Fig 1 Postet (torn Uganda’s AIDS Control Piogramme in ttie lale 
19805 


ABC of sexual behaviour change 

A = abstinence t»r tklay of sexual acdxity 
B — be faithhil (induding partner reduction and 
avoiding high lisk partners) 

C •=c«Midom use, (tardculaily for high risk sex 


infectiousness b dramatically higher during the early 
(acute) stage ol HIV infection.' so transmission would 
ire particularly ticighlened by partner change among 
newlv infected people. Transmission of HD' is also 
facilitated by the fjresencc of other sexually irvmsmitted 
infections, especially ulcerative ones."' Hence, 
increased ri-sk of other .scxtially hansmltted infections 
from tnnkiplc partnerships furtfici magnifies the 
spread of HIV. 

Role In HIV prevention successes 

Partner reduction seems to have been pivotal to success 
in two coiinirie.s heralded for reversing their HIV 
epidemics. Ifraiiand and Uganda. Tltailaiids "100% 
condom” appioacli in brothels b xvidcly credited wiili 
reversing its more coiicciUt’aied epidemic. However, 
iliis imeneniion was also fitUowed by a striking 
reduction (about a nvotold decline bet\v<;en 1990 and 
199;y) in tlie propi>rdon of men who reported engaging 
in commercial and otlier casual sex.*"' 

In Ugiuida. where i!ie estimated prevalence of HD^ 
in adults lias fallen fiom aliout 15% to 5‘lt) during the 
past decade,' each component of Ihc ABC approacli 
probably hatl an important rdc. However, the least 
rccogni.sed element, partner reduction, wa.s perhaps 
the kcy. 

Ii is difficult to I'econsiruci dte events that occurred 
during the late 1 980s and early 1990s. when the rate of 
nciv iutKtions was falling ui Uganrla.'''' " Willi respect 
to abstinence. Demographic and Healtli Surveys 
lienveen 1989 and 1995 .sliow that age at sexual debut 
inacased by less than one year," and the proportion of 
single women aged 15-24 who teported sex during the 
previous year tell by about a tJiirtl, Such changes were 
dearly important, hut alone probably caiinol account 
for the large national decline in HIV infection across 
all age groups. 

In the same surverys, ever use of cundoms 
increased from 1% to 6% Ibr women, atid by ! 995 had 
leaclied 16% among men.' In die 1989 and 199.5 sur- 
veys conducted by WHO's Global Programme on 


H References wl-w10 and a figure with data lor Uganda are on 
+ bml.com 
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AIDS, which sampled a more urban population, 
reported ever use of condoms wiis substantiailv 
higher, increasing from 7% to 20% in women and 
from 1 h'Vii to 30% iti tnen." Especially in such a gener- 
alised epidemic, however, these leveb of condom use 
were still relaciveh’ modest, and ever use encompasses 
mudt more fltati the correct and consistent use of 
condoms requited to prevent HIV infection.’' ’ There- 
Ibic. aidtough condom use probably contributed, it 
seems unlikely to account for the dramatic fall in HW 
incidence in the late 1980s and early 1990s. By 2000, 
Uganda bad one (tf die highest levels of rejrorted con- 
dom use for non-regular partners in Afiica." tvhich 
[trobabh' supported the continuing stabilisation of the 
epidemic in the later 1990s. 

But evidently even more importiujl changes in 
sexual beiiavioiir had octnirretl in Uganda. In the face 
of the then pervasive national campaign to encourage 
sticking to regular partneix (“zero gnizing,” fig I), 
reported multiple partner Irchaviouv dropp^ notice- 
ably. The Global Programme on AIDS surveys found 
that tire proportion of men with one or n>ore casual 
partnci s in die pievious year fell from 35% in 1989 to 
I in 1995, and the projxtrtion of women front 16% 
to (i'Ki.'"’ Notably, the projxirlion of men r^xtriing 
drree or more jron-regular i>aruier.s fell from 15% to 

isee bm j.cotnl." 

Ik'tause people with large numbers of sex 
pm ttters are most likely to sptead sexually transmitted 
diseases, sucli cliariges are profound. Indeed, model- 
ling of HIV inrerv'cntions in rural Ugantla suggests 
that such degrees of partner retluctiott could have had 
a substantial efi'ect on incidence."’ Aithougli a direct 
causal link ctuinot be definitively establislicd between 
the campaign to protnote monogamy and partner 
reduction, anti the coneomiuuit fall in the inddctice 
of HIV. it seems likely that it was critical to the success 
ill Uganda.'' ' 

Other examples of partner reduction 

Partner reduction lias also oteuned in other |>J;»ccs- 
Many people, including gay men in Europe and die 
United States,'''’” seem to have respondetl to the 
threat of AID.S by reducing their numljer of partners. 
Demographic and health surveys in 29 tlevcloping 
counttie.s in die 1990s asked individuats if tficy 
had done anyiliing to avoid AIDS."’ Almost 80"'^! of 
men and 50 % of women reported dial thc 7 had. 
The commonest re|X)rted change by for was 
restricting activity to one paiuier. followed by 
leducing nLinibci.s of parineis, avoiding prostitutes, 
and atlopring condom u.se. However, such survey find- 
ings were one lime, rcnospective responses, an<l 
therefore may not accurately represent changes in 
behaviour over time, 

Other data provide more direct evidence of .such 
behavioural change. Surveys from Gamlxidia, where 
pievention ell'orts set^n to have reduced HIV 
infection,” indicate the proportion of men who 
reported jiaying for sex has fallen greatly (fig 2).*^ hi 
Zatnbia, the prevalence of HIV reportedly fell among 
urban young women during die 1990.S.'’ '* At about 
that lime there was a large reduction in casual and 
niullipie partner sex" ‘ ' in the presence of faith based 
and otlier grassroots efforts to pn>moie delay of sexual 
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Rg 2 HIV prevalence and reported use of condoms and commercial 
sex among police in Cambodia, 1997-2002. The method for asking 
about condom use changed in 1999, which accounts for part of the 
increase from 1998 to 1999 


debut among young people and monogamy for diose 
who were sexually active. .More icceniiv. HIV 
prevalence has declined in Addis Ababa. Etliiopia.”' 
where large i eductions in commercial and other casual 
sex have been reported among male factory workers."’ 
And in the Dominican Republic, where HD' also 
seems to have abaferl, ' ” men have reported partner 
reduedon in adrUiion to increased condom use with 
sex workers. 

ImpiicaCions for behaviour change 
programmes 

Our analy.sis of the importance of partner reduedon 
and tnonoganiy rests largely on t*coIogical and other 
observational evidence, including self reported behav- 
ioural findings. Nevertheles,?. die overall patterns and 
as.sociaiions seem ton.si.scent and logiail and sugge.st 
that partnci reduedon could have a major effect. Yet it 
is still given little attentiori in most HIV prevention 
progiainmcs. despite its epidemiologiLal importance 
and apparent behavioural “iiccepuibiljry.' Ijcltevc it 
is imperative to begin including (and ngorously evtilu- 
atinf^ messages about mutual fidelity and partner 
reduction in ongoing activities to change sexual behav- 
iour. Formative reseaixh should idendb' wliich changes 
are feasible for each audience, :ind programnica 
should then build on behavioui' changes dial people 
already seem willing to make, 

Moreover, it seems itnporiant and feasible to 
pt omote tnonogaiiiy and partner reduction alongside 
abstirtence and use of condoms. People seem 
generally able to gnisp chat the root problem with 
HIV mtnsmiwion is risky sex and adopt the behaviour 
that best fits their circuin.stances. We have a public 
health responsibility to lielp people understand die 
suengUw and liniiuilious of each cotuponeiu and not 
promote one to the rlecrimeru of another. For 
example, .illiiough abstinence may be a viable option 
for many young people, for others it miiy be ;ui unre- 
alistic expectation. Likewise, even though prospective 
studies have shown that condofics retliice risk bv’ about 
80-90% when always used," ■ ' in real life diey are often 
usexi incoiTectiy or inconsistently.'* " They should ilicre- 
forc not be advertised in a manner tliat leads to 
overconfidence or risky bcliaviour, 
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linportanijy, evidence from botli Tliailand and 
Uganda indicates not only that individual behiuiour 
changed but also that group norms ofbe}»a«ourwei« 
altered.' ' In Uganda, a combination of explicit and 
repeated presidential pronouncentents and the 
CDinniiiied engagement of faith based organisations, 
die governmental apjiaratiis, die military, the health 
system, and community based and mass 
communications— all in die context of the stark 
reality of people dying from AIDS— seem to have 
achieved a “tipping point" so diat avoiding tisky sex 
has become the community norm. This expwience 
.supports die need for reinforcing messages fitim niul- 
ti]}le sources. In addition, most of the behaviour 
change approache.s originatetl vvithin Ugantia {and 
sunitarly within Thailand),' ' ' suggesting external 
assistance should reinforce stub lotally developed 
approaches. 

Of course, MIV' presention must extent! beyond die 
ABC approach. Other behasiour changes such as 
avoiding die pardciilurly risky practice of unprotected 
anal intercourse are important.''' as are eilori.s to 
reduce risk from inttavenous ding use, promote safe 
injection practices in healthcare settings, expaml access 
to voluntai’y coun.selUng and testing, and treat other 
sexually transmitted infections, especially in high risk 
populations, hi addition, it is imjteradve to ctmtimic 
efTorts to tlevelop an eCTeedve AIDS \accinc. tlewlop 
safe mitrobicidcs so that women can direedy lower 
their risk, explore lnax'a.sed availability of male 
circumcision, and remain open to other new tools 
in the fight against (he pandetiiic. How all dtesc 
components arc optiinaliy promoted anti deployed 
depends on iTUuiy factors, inciuding the .stage and 
nature of a given epidemic and the particular 
subjjopiiladons at risk. Additional research is necess.117 
10 maximise the impact of partner reduction and odicr 
interietitions. Rather tiian arguing over ilie merits of 
abstinence versus condoms, it is droc for the 
internaiionijl conimimity to unite around a lialanced, 
evidence based ABU approach. 

VVe tJiatik Hernaiti Biansoii, Marlhn CainplwH.Waul Cates, iCuc 
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‘The horror of Slim [AIDS] is Ibrdng people to 
change social habits ... In Bugolobi, a young 
housewife with liircc children declared, with a gleam 
in her eye, ‘‘.My hushami stays at home much inorc. 
.Arid I eticoiuage him U) do so by enthasiastitully 
keeping him uilbniicd of ilic Uitesc gossip about 
Slim victims.” 

Xfw Vision nfwsp.aper, 
Kampala. Uganda. 1987 Oct 23:10 


i Summary points 


; Controversy in AIDS prevention has primarily 
I caitrcd on tdtsdncnce versus condoms 


; Meanwhile, paroier reduction has had an 
; important rede in countries that have cut HIV 
i irdections 


j Ixtcaliy developed behaviour change 
I approaches are often most effeclive in altering 
: social norms 

I Aljsdnence, monogamy, and cerndom use should 
i be pronxfred in ah evidence based, mutually 
1 supportive way 
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Partner reduction and the prevention of HIV/AIDS 

The most effective strategies come from within communities 


I n an era of increa-singiy complex HIV./AIDS analy- 
ses and responses. Shelton et al reaffirnr tire simple 
D'ulh that wiiiout tmiiliple sexual partnerships, an 
HiV epidemic would not occur and that by exleirsion 
partner reduction Ls die most obvious, yet jxsrddoxkally 
neglected, approach to the prevention of fff\’ (p 891).' 
'iliey note, that in the AB(i model for preventing AIDS/ 
HT\' (alxstinence, or deferred sexual inceplion— A. be 
faitlifui, or partner reduction— B, and condom use— C). 
sexual fiefeirai and c<.>mloin use have pei'suii.sive 
advocates but parincr reduction docs not. 

'Ihctr anaij'sis of the vital part played by partner 
reduction tit reducing MIV tnlection in H^tern gay 
communities. Uganda, and 'Ifiailand is timely. VN'e face 
a crisis in HIV prevention, llie successes in Uganda 
and Thailand occurred 15 years aga and in die 
uiiervening period no national declines of similar clar- 
ity or scope iiave occuired. Similarly, in HIV 
prevention researdi, the lieady days of the Mwanra 
sexually transmitted infection.s trial were succeeded by 
the disappoinliitg findings (albeit explicable) in the 
more ambitious Kakai sexually transmitted infet iioiis 
trial, the Masaka triplet DflCl (inl'ormarioit, education, 
and communication) and sexually tran.sjnitied infec- 
tions trial, anti most di.str€ssingly, the recent Mwanza 
adolescent trial.''’' Slielton et id’s analysis may help to 
infuse new life into HrV'/AID.S prevention. Their argti- 
inem that partner redviction is the potentiid centre- 
piece of a unified ABU approach is good common 
sense— and gootl epidemiology. 

WlierJier ilie ABC. a]>pi c);ich tiddrcsses the needs of 
women is dcbarable, wiili commcntaior.s arguing that 
many women are unable to negotiate relationship.s 
basctl on ahstinence, faitfifulness, or condom use." Ihe 
cntliiring comribuiion of gender uieqiiaJitie.s. includ- 
mg economic iirccjuality' and gender violence, to wom- 
en’s vulnirrabiJity ur HIV is incontrovertible. Yet it is 
intriguing that sonic of die stccpe.st dedmes in HIV 
infection levels in Uganda .seem to have occurretJ 
among women, particularly young women, putatively 
the most powerless members of society. .Shelton et al 
present evidence that wliere f-lIV prevalence has 
declined among jiregnant women (Uganda. Thailand. 
Zambia, Ediiopia, Cambodia, anti die Dominican 
Republic) ihc priraaiv reported behaviour change has 

8'(8 


been pai'lner redutrion ;uid monogamy by men, e.spe- 't^ncaiwnantliMiuii- 
dally older men. Uganda’s experience .sliows ifiat (,891 
achieving .sexual defennl anti partner reduction 
among men, particularly tilder men, may create safer 
environments for women, particularly yenmg women. 

Community norms that proscribe older men having 
sexual relationships widi younger women may be 
especially protective. A successful ABC approach that 
reduces MIV infection among women, pariiculiji ly 
young women, is a viral element ol' .i broader gender 
response. Uganda's /VBC approach was reinforced Ijy 
pmctical measures to increase women's participation 
in higher education and political life <utd to ]3totect 
women from gender riolence and sexual coercion, 

Analysis of Eictors concribuliiig to behaviour chajige 
in Uganda and elsewhere is e\'en more challcjiging than 
the reaflinnaocin of |>aifner reduction. Contexts as 
disparate as California, Uganda, and lltailand share 
uimeiving similarities."'" Above all, HIV prevention 
responses were rajiid, endogenous, inexpcn.si\'e, and 
simple.” ’ Tlicy weie based on ific premise that commu- 
nities, liowever dispai'ate. have within themselves die 
resources and capital to reverse this epidemic- Iliey pre- 
cetletl large scale exogenous assistance iuid occiinctl 
lai^ely without the involvement of specialist agencies. 

They were locally led, by gay leadei's and activists iti Cali- 
fornia and by i>olilical. rcligiotis. and cotTiniunily leaders 
in Uganda. They piomoied changes in community 
norms, thus creating enablmg and j>rotecuvc environ- 
ments long before die concept gained tuirency. 'I'hcy 
siressttd sitnple messages anti actions and in doing so 
achiev-ed declines ut HIV infection that preceded tJte 
giowth in HIV' services, including dlsnihinion of 
cuitdonis and voluntary counselling and testing, Ihey 
relied on inierjiersonal commututation channels and 
networks, rather than mass media“ ' " 

Remarkably they combined high fear approaches 
widi opennes.s and the capacity to lisc' above disoimi- 
nation and to integrate prevention and care elfcc- 
tively.”" In doing so they aeated a context in which 
pet^le perceived high personal risk of HIV infection 
and a personal proximity to the epidemic (measured, 
for example, by the extent to which we know people 
who have died of AIDS) that many txjmmunities with 
equally high HIV' infrciion levels have not yci attvuned, auy 
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Despite our lament tliat beliavioiir change is slow, they 
achieved rapid declines in risky sexual behaviour and 
HW ijifecfJon. The slowest element was our capacity to 
I'ccognise the nipidiiy and extent of these changes. 
Tliey unified personal values and societal message to 
achiesc coiiviciion and consistency. As AIDS educa- 
tors. we tjfien publicly pronwte approaches that we 
would iiot countenance in our own pci «)nai lives, such 
Hs the notion liiat it is acceptable for our spouses or 
cliildren to have multiple partners, provided condoms 
are itsed. In Ugt^uida, cntphasis on the primacy of part- 
ner reduction resonated with community perspectives. 

Partner leducUon is good epidemiology; not gootl 
ideology, and we rnu.st ensure that the ABC approacli 
remains sufficiently scientilically grounded to with- 
sland shifting ideological sands. Happily epidcmi- 
oiogy’s insights are diverse enough K) ^ront ail our 
ideologie.s in equal measure. While Uganda’s adiieve- 
metus imply a major role f<»r partner reduction, data 
I'fom, for example. Nairobi AbWjan. .Accra, many other 
lilies in Aftica, and bngc swathes of /\sia sujrpori a 
major focus on making sex work safe, through rights 
bascxt legal refornt. enhattex-d sexual healtli care, and 
promotion of condoms. Simllmly, the epidemics in the 
fornter Soviet Union and much of Asia cry out for a 
major commitment to comprehensive initiatives to 
reduce harm to tnjecimg drug users. 

We are indebted to Shelton ei al for calling 
attention to the unportance of partner itxlucuon and 
its possible dcierminarjts and ilie impliratioiis for our 
programmes. We must also recognise that many com- 
munities have not developed similarly eficctri’e loctJ 
responses, and re.vportd widi improved epidemiologi- 
cal ai\d social research to citsure we unriersund whar 
happened in flgaitda and elsewhere. \Vc tetjuiic this ic) 
communicate jit-rsuasively with hesitant tomnmiiitics 
anti to itnprove ottr ability to facilitate and nurture 


effective local responses, ht short, wo mii,st foster 
endogenous re.sponses founded ptinKirily on the 
resources, capital, and leadership) within communities 
while enfotneing research to ensure diese rcspotiscs 
are understCKxl. evaluated, and illuminated by science. 
David Wilson senior wmiloring and evalvalim sperialiu 
Global HtV.-’.MDSPfosr.ira.Wbilil Bank, Sm-c-t N.VV. 

Uashici^^on, IK' l.’tl43S. irSA 

Ttie findhigs, ttifeiytretatioiis, ;ifid conclusions (expressed in tins 
papci' arc cDtircly those of die author. They do not necessarily 
repiXiOfil the view of die Woi'Ul Hank, its execuiive directors, or 
iliecoiuitries lliev rejrrcseni. 

Coinpefifig tiittrests: None dedared. 
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Minimally invasive parathyroidectomy 

Heralds a new era in the treatment of primary hyperparathyroidism 


:’(i(H,;v.’S:sr!i-:.ti 


P rimary Itypeiparathyroidism i.s a more prevalent 
coridiuon than many perceive, [he overall 
incidence is 25 per 100 000 of the United King- 
dom's population.' However, in wonitm over the age of 
45 it may affect one in oOO.iuid mote titan 1% of jx)st- 
menopausal women have raisttl serum toncemratityns 
of calcium.' I'aratiiVToidectomy is the treaunent of 
Choice in svnnpiomatk: primary hyperpaiaihpoidlsm. 
It cures fatigue and the bone, abdominaL urological, 
and mental symptoms associated with hypeicalcaeinbL 
Pafatiiyroidectomy also lesults in a <|uantifi;tble 
improvement it) healtii iclated quality of life.’ 
Additionally a 25 year follow up of patients with 
unlieated “asymptomatic disease” showed a notable 
increase in cardiovascular dcatiis compared wid) age 
matched nortnocalcaemic connols.' Support for an 
0 |jfraiivc approach is further jjrovkted by lack of an 
effective medical treatment and the cost and doctor 
hours involved in the follow up of conservatively man- 
aged paiietiis. 


Traditionally paraihyroidecioiny involves a collar 
incision, bilateral exploration of the neck, identification 
of all four parathyroid gkincls, and removal of liic 
diseased gland o3‘ glands. This approach, in experi- 
encetl hands in large volume centres, has enabled cure 
r.ites of up to 97% will) minimal morbidity, althougli u 
cure rate of 7(Wii probably reflects general sui'gical 
practice more I'aitiifuliy.' ' Motu than 80‘W) of patients 
with prUnaiv hyperparatiivToidism have a solltar)' 
adenoma, removal of which guarantees cure. In the 
1980s a unilateral approach (through a collar incision) 
was adv'ocatcd. based on tiic principle: that removal of 
the single abnormal gland in the presence of an identi- 
fied ipsilatci-al norntal gland avoided the need for a 
conoalaieral exploration." Despite its enthusiasts this 
approach failed to gain universal support because of 
concerns over die reliability of the k>cali.sation 
procedures avaUalile at the time and the possible pres- 
ence of undetected double adenomas or asymimeiricai 
hvpeqjtasiii. 
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IBIliB NEWS 


Promiscuity 'fuelling HIV spread' 

More needs to be done to persuade people to have fewer sexual partners, according to 
leading HIV experts. 

They said encouraging people to have fewer partners would result in fewer HIV infections, 

Writing in the British Medical Journal, they said little effort has gone in to tackling the issue in 
recent years. 

They said the message appears to have been lost, as campaigns put the emphasis on abstaining 
from sex or using condoms. 

The experts, who include officials from the Global Fund for Aids, the Bill and Melinda Gates 
Foundation and the US Agency for International Development, said efforts in some countries to 
address the issue had paid off. 


The 'ABC* sexual health strategy 

A bstinence or delay of sexual activity 
B e faithful and reduce partner numbers 
C ondom use 


HIV infection rates have fallen from 15% to 5% in Uganda over the past decade. The experts 
said a nationwide campaign encouraging people to stick with regular partners contributed to the 
fall. 

They said similar campaigns in Thailand, Cambodia, Ethiopia and the Dominican Republic have 
shown similar results. 

"It seems obvious but there would be no global Aids pandemic where it not for multiple sexual 
partnerships," they said, 

"The rate of change of sexual partners - especially concurrent partners - is a crucial determinant 
in the spread of sexually transmitted infections." 

ABC approach 

The experts called for an "ABC" approach to improving sexual health - advocating abstinence, 
being faithful and condom use. 

They said this would ensure that the message that fewer sexual partners reduces the risks of HIV 
was not lost, 

"Rather than arguing over the merits of abstinence versus condoms, it is time for the 
international community to unite around a balanced, evidence-based ABC approach," they said. 


http://newsvote.bbc.co.Uk/mpapps/pagetools/print/news.bbc.co.uk/l/hi/health/3610487.stm 4/12/2004 
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i There would be no global Aids pandemic where it not for multiple 
I sexual partnerships 

i HIV experts 


In an accompanying editorial, David Wilson, a member of the World Bank's global HIV/Aids 
programme, welcomed the report. 

"Their argument that partner reduction is the potential centre-piece of a unified ABC approach is 
good common sense." 

However, he said the "A,B,C" approach may not work everywhere, particularly in communities 
where women are often forced to have sex against their will. 

In another article, researchers In Canada said abstaining from sex is the best way of protecting 
against HIV and other sexually transmitted infections. 

Stephen Genuis, an associate professor at the University of Alberta, said studies have shown a 
link between having sex at an early age and having many sexual partners. 

"Although partner reduction is a critical and often overlooked component in the ABC strategy, we 
believe that delayed sexual debut for young people should be the first step in programmes to 
prevent sexually transmitted infections." 

The UK charity Terrence Higgins Trust expressed doubts about the ABC strategy. 

"I take the idea of promoting monogamy with a large pinch of salt," said Will Nutiand, its head of 
gay men's health promotion. 

"What has worked in Uganda doesn't necessarily translate to London. 

"In some societies would people really be able to implement this, where women don't necessarily 
have control over their sexual encounters." 

If you'd like to comment on this piece please send your comments using the postform 
below. 

This postform has just been published. Your comments will appear here shortly. 


Story from BBC NEWS: 

http://news,bbc.co.uk/go/pr/fr/-/l/ht/health/36l0487.stm 
Published: 2004/04/08 23:40:33 GMT 
® BBC MMIV 


http://newsvote.bbc.co.uk/mpapps/pagetools/print/news.bbc.co.ulc/l/hi/health/3610487.stm 
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United Press International 
May 9, 2004 Sunday 

Study links promiscuity, prostate cancer 

DATELINE: FLINT, Mich., May 9 (UPl) 

A study at the University of Michigan finds that men with gonorrhea and those 
with many sexual partners are more likely to get prostate cancer. 

The Flint Men's Health Study results were presented Sunday to the American 
Urological Association annual meeting in San Francisco. 

The study is part of an effort to find out why African-American men are twice as 
likely to develop and die from prostate cancer. 

Researchers at the University Health System asked 703 black men without 
prostate cancer and 129 men with the disease about their sexual habits, 
including number of partners, frequency of intercourse, age of first intercourse 
and history of sexually transmitted disease. 

The group found that men with more than 25 sexual partners in the course of a 
lifetime are 2.5 times as likely to be diagnosed with prostate cancer than men 
with five or fewer partners. They also discovered that 65 percent of the men with 
prostate cancer had a history of gonorrhea, while only 51 percent of those 
without prostate cancer had suffered from the disease. 
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Some cervix treatments up pregnancy risk 

Last Updated: 2004-05-04 16:00:20 -0400 (Reuters Health) 

NEW YORK (Reuters Health) - Certain treatments for a precancerous lesion of the cervix 
significantly increase the odds of premature rupture of membranes occurring during a 
subsequent pregnancy, a new study shows. 

Specifically, the risk applies to women with cervical intraepithelial neoplasia (CIN) who 
undergo a so-called loop electrosurgical excision procedure (LEEP) or laser cone therapy to 
remove the abnormal tissue on the cervix. 

Reporting this finding in the Journal of the American Medical Association, the investigators say 
"careful consideration should be given to treatment of CIN in women of reproductive age, 
especially when treatment might reasonably be delayed or targeted to high-risk cases." 

CIN is often diagnosed and treated during childbearing years, but whether CIN treatments 
increase the later risk of preterm delivery is unclear. Dr. Lynn Sadler from the University of 
Auckland in New Zealand and colleagues explain in their report. 

To investigate, they reviewed the delivery outcomes over a 12-year period of 1078 women with 
CIN, 652 who underwent laser or LEEP treatment and 426 who were not treated. 

According to the medical records, almost 14 percent of women delivered prematurely. The rate 
of premature rupture of membranes (PROM) was 6 percent. 

CIN treatment with a laser or LEEP did not significantly increase in the risk of preterm delivery, 
the team reports. In contrast, the risk of PROM was roughly doubled for women who 
underwent these treatments. 

The amount of cervical tissue removed is an important factor, Sadler’s team found. 

This study underscores "the importance of targeting treatment to women at high risk of 
progression," the authors conclude. 

SOURCE: Journal of the American Medical Association, May 5, 2004. 

Copyright © 2004 Reuters Limited, All rights reserved. Republication or redistribution of Reuters content, including by framing or similar means, is 
expressly prohibited without ihe prior written consent of Reuters. Reuters shaft not be liable for any errors or delays in the content, or for any actions 
taken in reliance thereon, Reuters and the Reuters logo are registered trademarks and Remarks of the Reuters group of companies around 
the world. 


http://www.reutershealth.coiii^archive/2004/05/04/eline/links/20040504elin019.htral 
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April 12, 2004 


The Honorable Mark Souder 
Chairman 

Criminal Justice, Drug Policy and Human Resources Subcommittee 

Government Reform Committee 

U.S. House of Representatives 

B-373 Rayburn House Office Building 

Washington, DC 20515 


Dear Chairman Souder; 

On behalf of Roche Diagnostics, we are pleased to submit a written statement on 
the diagnosis of HPV and its association with cervical cancer- As one of the leading 
diagnostic manufacturers in the world we have extensive experience researching this 
issue in both the United States and around the globe. Based on the testimony you 
received during the most recent hearing, [ hope you will also find this statement 
informative. 

We hope you will consider entering this statement into the official record. If you 
have any questions, feel free to contact me at (202) 216-1109. 


Sincerely, 



David Nichols 

Director, Federal Government Affairs 


Roche Diagnostics 
Operations, Inc. 


9115 Hague Road 
PO Box 50416 

Indianapolis, IN 46250-0416 


Tel.+1-8OQ-420-5O74 
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Criminai Justice, Drug Policy and Human Resources Subcommittee Hearing 

“Cervical Cancer and Human Papillomavirus” 

March I i, 2004 at 1 :00 p.m. 

2247 Rayburn House Office Building, Washington DC 

Written Statement by Roche Diagnostics 


For More Information: 

David Nichols 

Director, Federal Government Affairs 
(202) 216-1109 
david.nichoIs@roche.com 


Roche Diagnostics 
Operations, Inc. 


9115 Hague Road 
PO Box 50416 
Indianapolis. IN 46250-0416 


Tel.+l-800-428-5074 
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Criminal Justice, Drug Policy and Human Resources Subcommittee Hearing 
“Cervical Cancer and Human Papillomavirus” 

March 11, 2004 at 1:00 p.m, 

2247 Rayburn House Office Building, Washington DC 

Statement by Roche Diagnostics 

Honorable Mark Souder, Rep. Cummings, and members of the Committee, Roche 
Diagnostics is the global leader of in-vitro diagnostic tests with a uniquely broad product 
portfolio. We supply a wide array of innovative testing products and services to 
researchers, physicians, patients, hospitals and laboratories worldwide, Roche 
Diagnostics' North American headquarters are' in Indinnapdis, Indiana, Roche Molecular 
Diagnostics, or (RMD), has its global headquarters for research, development and 
marketing in Pleasanton, California. 

RMD is striving to become recognized as a premier provider of a comprehensive panel of 
diagnostics focused on serving women’s health needs. Using the power of PCR 
(polymerase chain reaction) technology, our Women’s Health business area plans to offer 
tests to help ensure a woman’s reproductive health and manage common diseases where 
early detection can impact better outcomes. We believe we have a tremendous 
opportunity, both to significantly improve women’s health testing, and to universally help 
women lead better and healthier lives. 

The World Health Organization has identified cervical cancer as the second most 
common cause of female mortality worldwide. Every year as many as 500,000 women 
are affected by cervical cancer. Nearly 300,000 die due to the disease. As a screening 
test for cervical cancer, 160 million Pap tests are performed annually worldwide, 
including 50 to 60 million in the US and 44 million in Europe. However, the sensitivity 
of the Pap test (including thin-prep technology) alone in identifying women with 
precursors of cervical cancer is only 80 percent and high-grade cervical cancer is rarely 
found directly on a single Pap test. 

Virtually all (99.8 percent) cervical cancers are causea by specific types of a sexually- 
transmitted virus called human papillomavirus (HPV.) Of the 100 different genotypes of 
HPV, at least 13 high-risk genotypes have been shown to be oncogenic (i.e., capable of 
causing pre-cancerous and cancerous changes in cells). These are now considered to be 
the causal agents of cervical cancer. 

During the last decade, Roche has provided linear array research reagents for HPV to 
dozens of leading cancer investigators worldwide. This assistance to the world research 
community has been invaluable in characterizing the epidemiology and identification of 
HPV genotypes associated with cerr-ical cancer. Research findings on HPV and cervical 
cancer conducted with the aid of Roche’s HPV linear arrays have been published in many 
leading peer-reviewed journals. 


- 1 - 
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As an important milestone in its Women’s Health portfolio, RMD expects to provide a 
CE-Marked diagnostic kit in the European Union by May 2004. This product will be the 
first PCR-based reagent for the detection of HPV and is being designed to identify all 13 
high-risk genotypes of HPV. Besides the CE-IVD product, RMD is also developing a 
PCR-based linear array test that identifies 37 HPV genotypes, including the most 
common high- and low-risk anogenital genotypes. This linear array test, will serve as a 
follow-up on positive results, and offer genotype information that will assist physicians 
with treatment decisions. 

In response to the recognized urgency of testing for HPV and cervical cancer, 
government organizations, cancer research groups, and specialty physician organizations 
have developed or are considering guidelines that incorporate HPV testing to improve 
standards of care. Guidelines from various organizations endorse HPV testing as an 
important component of routine cervicrj] examinafiou for women age 30 and older. By 
combining HPV testing with Pap testing, women at high risk for development of pre- 
cancerous and cancerous lesions can be identified, thereby improving the choice of 
appropriate follow-up and individualized treatment. 

We at Roche know that determining which women with abnormal Pap tests are at risk for 
cervical cancer and choosing the best treatment presents a major public health challenge. 
Roche supports programs that educate health care providers and patients about HPV 
transmission and testing. The American College of Obstetricians and Gynecologists, the 
American Society for Colposcopy and Cervical Pathology, The American Cancer 
Society, the National Cancer Institute, and the Association of Reproductive Health 
Professionals have all updated their guidelines to include HPV DNA testing as part of 
routine cervical cancer testing for women age 30 and older. 

When HPV DNA testing is performed following inconclusive or ASC-US (atypical 
squamous cells of undetermined significance) Pap results, it is estimated that one-half of 
the 2 million U.S. patients with equivocal Pap results will be HPV DNA-negative. These 
women will not require follow-up with further, often more invasive examinations. They 
will be spared needless worry and precious health care dollars will be saved. 

Roche expertise on HPV testing is available to the committee and we look forward to 
providing any additional information the committee may be interested in. 
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